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ACADEMIC DOSSIER
1
ADULT MENTAL HEALTH ESSAY
December 1998 
Year I
Is depression the cause or effect of negative thinking?
Academic Dossier: Adult Mental Health Essay
INTRODUCTION
“I’m useless ... nothing I do turns out right ... I will never get better”. These words 
are examples of negative thinking as categorised by Beck (1967: cited in Fennell, 
1994). Many therapists working with people suffering from depression would find 
these words rather familiar. Research also confirms negative patterns of thinking are 
common in depressed patients (e.g. Haaga, Dyck, & Ernst, 1991). The relationship 
between negative thinking and depression has preoccupied many cognitive theorists 
and researchers. A lot of work investigating both the existence and the nature of this 
relationship has taken place in the last three decades. This paper will address a 
question that is still to be answered: Is depression the cause or effect of negative 
thinking?
It was not until the 1960s that clinicians and researchers started to look at thought 
processes in depression. A. T. Beck was one of the firsts to do that. In 1963, he 
developed the cognitive theory of depression (cited in Beck, Rush, Shaw, & Emery, 
1979) and went on to develop, with his colleagues, a cognitive therapy based on it 
(Beck et al., 1979). One component of the theory was that depressed people viewed 
themselves, the world, and the future in a negative way. Another was the view that 
these negative thoughts played an important role in the aetiology of depression. The 
cognitive theory generated a considerable body of research and evoked a lot of 
controversy amongst cognitive theorists (e.g. Coyne & Gotlib, 1983). This body of 
work has resulted in several alternative explanations being put forward.
Before embarking on addressing the question presented above, it is important to 
define the terms it uses in the context of this paper. Firstly, depression is an umbrella 
term; it can be used to describe experiences ranging from short-lived periods of low 
mood to prolonged episodes of ‘clinical’ depression (as defined by Fennell, 1994; a 
diagnostic category, e.g. APA, 1994). Here, it will be used to refer to the latter (i.e. 
clinical depression) in all its subtypes excluding bipolar and psychotic depressive 
disorders. This is an important distinction at this point. Many researchers have 
differentiated between clinical and sub-clinical depression (e.g. Gotlib & Hammen, 
1996), questioning the continuity between mild and severe symptoms of depression, 
or between “elevated” symptoms and clinically diagnosable conditions.
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Secondly, ‘negative thinking’ will be used to describe depression-related cognitions as 
described by the cognitive model of depression (Beck et al., 1979). This is purely out 
of choice to limit the breadth of the argument and by no means implies that Beck’s 
theory of depression is the only theory to place great emphasis on cognition. Other 
theories such as the hopelessness theory of depression (Abramson, Metalsky, & Alloy, 
1989: cited in Haaga et al., 1991) and the rational-emotive model (Ellis, 1962: cited in 
Blaney, 1977) implicate cognitive factors as important in explaining depression. 
However, in this paper, ‘the cognitive theory / model’ will refer to the original work 
of Beck (1967; 1976: cited in Teasdale & Barnard, 1993) and Beck and his colleagues 
(1979).
Thirdly, to establish a causal relationship, four conditions need to be fulfilled (Barker, 
Pistrang, & Elliot, 1998). The first is correlation; in this instance, depression and 
negative thinking need to tend to occur jointly. The second is temporal precedence; 
one needs to precede the other, depending on the direction of the causal relationship. 
The third is about ensuring the relationship is non-spurious, or in other words, that it 
can not be explained by other variables. The last condition requires that a change in 
one would induce or lead to a change in the other.
Next, this paper will present Beck’s original Cognitive Model of depression, then 
review a selection of the research generated by the model. It will then go on to look at 
some of the more recent theories of depression and present what alternative views 
these may offer. To conclude, it will go back to the question put forward at the 
beginning of this paper and attempt an answer based on the literature reviewed.
THE COGNITIVE MODEL OF DEPRESSION
The cognitive model of depression arose mainly from clinical observations that people 
who suffer from depression tend to think negatively. The cognitive model introduced 
three main concepts in explaining depression. These are the cognitive triad, negative 
schemas, and cognitive distortions. The cognitive triad represents negative or 
depressive thoughts often reported in depression. It is divided into three components. 
The first is a negative view of the self, perceived as defective, inadequate, or 
unworthy (e.g. ‘I’m useless’). The second is a tendency to interpret ongoing 
experiences in a negative way (e.g. ‘nothing I do turns out right’). The third
4
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component is a negative view of the future, an expectation that current difficulties will 
continue indefinitely and attempts at changing the situation would end in failure (e.g. 
‘I will never get better’). The cognitive model suggests depressed persons’ thoughts; 
specifically thoughts about themselves, the world, and the future; are more negative 
than are those of non-depressed people.
The concept of schemas is used to explain why depressed individuals persist in self- 
defeating attitudes despite evidence of positive events in their lives. Schemas are 
explained as stable long-lasting attitudes or assumptions about the world; bodies of 
knowledge that influence new learning and the appraisal of past and current 
circumstances. They develop over many years and are resistant to change, as the 
individual is usually not aware of them. They are also described as latent; although 
they may not be evident, they remain ready to be activated by stressful events, these 
are usually relating to the individual’s specific vulnerabilities. For example, the 
schema ‘Unless I am loved, I cannot be happy’ is more likely to be activated 
following rejection. This feature of schemas is very important in understanding the 
theory and the subsequent criticisms to it. It suggests certain schemas make people 
more vulnerable to depression, therefore suggesting cognitions to be antecedents to 
depression.
Cognitive distortions are systematic errors in thinking which are the results of faulty 
information processing. They are seen to maintain the individual’s belief in the 
validity of his/her negative schemas regardless of contradictory evidence. Examples of 
these are ‘overgeneralization’ and ‘personalization’. The former describes a tendency 
to draw conclusions based on one or more non-representative occurrences and 
applying the concept across the board to related and unrelated situations. The latter 
describes a tendency to relate external events to oneself when there is no basis for 
making such a connection. The theory suggests these distortions or irrationalities are 
evident in all depressed individuals (Haaga et al., 1991).
Although the cognitive model does not overtly state a causal relationship between 
depression and negative thinking, it is not difficult to come to such a conclusion based 
on the claims made by the model (see schematic representation of the model, fig.l).
5
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Depressed individuals exclusively show negative patterns of thinking, and these 
patterns of thinking are seen as primary to the affective state (Beck, 1979). The 
cognitive model was widely believed to suggest that it is not external events that 
precipitate depression, but it is the individual’s perception and appraisal of the events 
that render them depression inducing (e.g. Blaney, 1977). There is both correlational 
and experimental evidence to support the cognitive model. On the other hand, many 
researchers and theorists subsequently challenged claims made by the model and 
produced an impressive body of work in response to it.
Figure 1. Beck’s model of depression (from Teasdale & Barnard, 1993)
Early Dysfunctional Negative
Experience---------- ► Attitudes/Schemas  ► Cognitions--------- ► Depression
4
(Activation of negative schemas 
by matching environmental events)
EVIDENCE FROM THE LITERATURE
Beck offered two kinds of evidence in support of the model. The first involved 
narrative demonstrations of how the clinical phenomena of depression can be 
coherently related to his theory. The second, are a series of correlational studies (e.g. 
Weintraub, Segal, & Beck, 1974: cited in Blaney, 1977) that confirm a relation over 
time between depressive states and the presence of depressed cognitive content. 
Although such evidence is valuable, it fails to support the primacy of cognitive 
manifestations. Stronger support for the theory came from experimental studies 
showing that manipulating an individual’s beliefs or focus of attention can induce 
depressive states. Ludwig (1975: cited in Blaney, 1977) found that inducing a negative 
view of the self, by presenting feedback to undergraduate women indicating they are 
immature and uncreative, can induce depression. There was no control condition in 
this study however to show that other negative comments, not necessarily related to 
the view of the self, can not induce similar effects.
6
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The Antecedent Hypothesis
More recent evidence for the cognitive theory came from mood induction research. 
Various methods were used to induce changes in mood by experimental manipulation 
of negative thoughts. This design was aimed at directly testing the ‘antecedent' 
hypothesis. One study by Brewer, Doughtie, and Lubin (1980) used a method where 
subjects were asked to recall three autobiographical mood-evoking events that made 
them feel lonely, rejected, defeated, or hurt. The procedure lasted 11 minutes and the 
subjects were asked to recall events that were progressively sadder and more 
unpleasant. The results showed that this method strongly affected mood. After the 
induction procedure, subjects were reported to score higher on measures of depressive 
symptoms such as the Beck Depression Inventory (BDI, Beck, 1978). However, while 
the procedures seemed to increase depressive symptomatology as assessed by the 
BDI, they were not shown to induce ‘clinical’ depression. Therefore this evidence, 
though valuable, is insufficient to suggest negative thinking can precipitate 
depression. What it does suggest is that negative thinking precipitates low mood.
The cognitive model encountered a number of difficulties. One criticism suggests the 
model failed to demonstrate the importance of social and environmental factors in the 
aetiology of depression. The cognitive model is understood to suggest that stressful 
events or critical incidents only have the role of triggering the dysfunctional 
assumptions. Coyne and Gotlib (1983), in a paper looking at the role of cognition in 
depression, attached great weight to this point, stressing the importance of asking the 
question: why do depressed people think negatively? Could it be anything to do with 
their environment rather than their interpretation of it? Brown and Harris (1978: cited 
in Coyne & Gotlib, 1983) concluded that “ ... depression may come from entirely 
accurate conceptualisation, the fault lying in the environment rather than in the 
person”.
Another criticism arose from growing evidence suggesting that negative thinking may 
be a consequence of depression rather than an antecedent to depressed feelings. Some 
studies looked at depressed subjects treated with medication (e.g. Simons, Garfield, & 
Murphy, 1984) or psychological treatments directed at changing behaviours or 
interpersonal processes (e.g. Rehm, Kaslow, & Rabin, 1987: both cited in Teasdale & 
Barnard, 1993). They found that most of the measures of negative thinking taken post­
7
Academic Dossier: Adult Mental Health Essay
treatment recover, although no attempt was made to change negative cognitions or 
dysfunctional beliefs. These findings suggest that negative thinking is, either as well 
or instead, a consequence of depression (Teasdale & Barnard, 1993).
Other studies using different methodologies arrived at similar results. Williams (1992) 
identified those studies as testing ‘vulnerability’ theories, these argue that long-lasting 
styles of thinking (e.g. schemas) occur prior to, and render a person vulnerable to, 
depression. The cognitive theory came under this umbrella of vulnerability theories. 
Lewinsohn, Steinmetz, Larson, and Franklin (1981) carried out a large-scale 
longitudinal study where they aimed to determine whether cognitions precede, 
accompany, or follow an episode of depression. Their sample (N = 998) was assessed 
(Tl) for depression (past and present) and for patterns of negative thinking using tools 
for measuring irrational beliefs, self-esteem, and expectancies of positive and negative 
outcomes. The sample was followed up a year later and the same measurements taken 
(T2). The sample was divided into five groups: those who were depressed at Tl and 
T2; those depressed at Tl and not T2; the new cases, depressed at T2 and not Tl (with 
no previous history of depression); the relapsers, different from the previous group in 
that they have been depressed in the past; and controls. The two main hypotheses were 
the antecedent and the consequence hypothesis. One supports the claim that cognition 
precedes depression and vice versa. Taken in their totality, the results provided more 
support for the consequence than for the antecedent hypothesis. This indicated that 
people who are vulnerable to depression are not characterised by stable patterns of 
negative thinking of the type postulated by the cognitive theory. Nevertheless, while 
apparently not related to aetiology, cognitions were found to play a role in the course 
of depression. They found that those participants who showed more negative 
cognitions when depressed were more likely to remain depressed.
One limitation, when it comes to generalising from the results obtained by Lewinsohn 
et al. (1981), is that their sample was self-selected. Only 5% of an original sample 
(20,000 participants taking part in a larger project) volunteered to participate in the 
present study. Nevertheless, Williams (1992) pointed out that the study gained 
strengths from the fact that, around the same time, other studies using different 
methodologies were arriving at similar results (e.g. Wilkinson & Blackburn, 1981:
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cited in Williams, 1992). However, what if the measuring instruments used in all these 
studies to assess cognitive distortions were not adequate or sensitive enough to pick 
up subtle patterns of negative thinking?
Reda, Carpiniello, Secchiaroli, and Blanco (1985) used a sample of sixty inpatients. 
They gave them a version of the Dysfunctional Attitudes Scale (DAS) to complete on 
admission, discharge, and (for half of them) at one-year follow-up. They found, like 
other studies, that the scores on the DAS fell significantly from admission to recovery. 
Also, both at discharge and at follow-up, the overall level of dysfunctional attitudes 
for their sample was no different from a non-depressed control group. What they did 
next was examine the DAS results item by item. They found that although the mean 
level of DAS was not significantly different from normal at discharge, there were 
some individual items which remained significantly elevated. On examining the DAS 
scores again one year later in the thirty patients they followed up, they found that 
these same items were still elevated despite the fact that these patients were now 
symptom free. Reda et a l ’s results raise two important issues when appraising studies 
looking at dysfunctional attitudes or schemas in depression. They put into question the 
specificity of the measures used to look at dysfunctional attitudes.
Teasdale and Barnard (1993) found an alternative method to investigate the 
‘antecedent’ hypothesis. They examined the possibility that negative thinking might 
be a consequence of depressed mood by reviewing investigations of mood effects on 
memory. They focused on memory, rather than directly on thinking itself, as ‘it is 
more immediately tractable with existing experimental methods’. Of the studies 
reviewed is one by Teasdale and Fogarty (1979). Teasdale and Fogarty’s study 
elaborated on an earlier study by Lloyd and Lishman (1975). In this one, subjects were 
given a series of words and asked to retrieve related personal stories for each, positive 
ones for half the words and negative ones for the other half. Ease of recall was 
measured by the time taken to retrieve memories, faster retrieval indicating easier 
recall. The ratio of the time taken to recall unpleasant memories to the time taken to 
recall pleasant memories was used as a measure of the relative ease of recall of the 
two types of memory. The results suggested that depression affects the relative ease of 
recall of pleasant and unpleasant experiences, unpleasant memories being recalled
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more quickly. However, the fact that these findings were correlational weakened the 
argument.
Teasdale and Fogarty (1979) overcome this limitation by experimentally manipulating 
for depressed mood using mood induction procedures. The procedure involved 
participants reading a list of self-referent statements. The experimenters instructed 
them to try to feel the mood suggested. For the depressed mood induction, the 
statements ranged from mildly depressing in content through to extremely unhappy 
such as T feel downhearted and miserable’. For the happy mood induction, the 
statements ranged from mildly euphoric to extremely happy such as T feel so good I 
almost feel like laughing’. The results showed that ease of recall was significantly 
smaller in the depressed mood than in the happy mood. Depressed mood was also 
reported to increase the time needed to retrieve pleasant memories, but did not affect 
the time needed to retrieve unpleasant memories, or in other words did not decrease it. 
Teasdale, Taylor, and Fogarty (1980) repeated the 1979 study but this time did not 
specify to the participants what kind of memory they should retrieve, rather they 
simply asked for a memory associated with the word. In this design, they used 
probability rather than ease of recall as a measure of accessibility. Their results 
showed a marked effect of induced mood states on the probability of retrieving 
memory of happy and unhappy experiences. This time they found effects on both 
positive and negative cognitions. “Extremely happy memories were more common in 
the elated than in the depressed mood, and extremely unhappy memories were more 
common in the depressed than in the elated mood”. The Teasdale et al. study was 
replicated several times with similar results. It was also extended by Clark and 
Teasdale (1982: cited in Teasdale & Barnard, 1993) and replicated in a clinically 
depressed population.
The Associative Network Theory
Bower (cited in Teasdale & Barnard, 1993) developed these and other findings and 
presented a theory to explain them, the ‘associative network theory’. Bower’s theory 
differs from the cognitive model in that it suggests negative thinking is a consequence 
of depressed mood. It also agrees with the cognitive model in that negative thinking 
can be an antecedent to depression. In other words, it suggests a reciprocal
10
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relationship between negative thinking and depression. “Once in depressed mood, we 
are likely to interpret experience negatively. However, the patterns of thinking 
reactivated are exactly those which will have been involved in the production of 
depressed mood in the past. Consequently, those same patterns of negative thinking 
are likely to act to maintain depression in the present” (Teasdale & Barnard, 1993, 
page 30). Consequently, vicious cycles based on the reciprocal relationship between 
negative interpretations of experience and depressed mood become established. These 
vicious cycles then act as mechanisms that can transform an initial depressive reaction 
or low mood into a more severe and persistent state. Bower also suggests these cycles 
can act to maintain depression and to prevent natural remission that might otherwise 
occur.
The associative network model seemed a promising answer to the ‘antecedent versus 
consequence’ dilemma in the aetiology of depression. It is worth mentioning at this 
point that Bower’s model was not formulated for this reason solely. It is supposed to 
be a model explaining the relationship between mood and memory in general. Since 
its introduction, the theory has been subjected to thorough empirical and theoretical 
examination. As a result, it became clear that it was not elaborate enough to deliver 
what it had promised in terms of explaining the complex relationship between mood 
and memory. Many researchers failed to replicate Bower’s original findings (1978: 
cited in Teasdale & Barnard, 1993) about a mood-state-dependent learning/memory, 
central to the underpinning of the network model. This and other difficulties the 
theory later faced invited for an alternative prescription being put forward.
The Interacting Cognitive Subsystems (ICS)
ICS was first described by Barnard (1985: cited in Teasdale & Barnard, 1993). It was 
highly influenced and shaped by the findings of cognitive psychology and cognitive 
science and applied mainly in the field of human-computer interaction. Only recently, 
it has been applied to the study of cognition and emotion (Barnard & Teasdale, 1991: 
cited in Teasdale & Barnard, 1993). ICS is based on four essentially simple ideas. The 
first is the existence o f ‘mental codes’, all qualitatively different and each representing 
a distinct aspect of experience. These codes are related to one of two kinds of 
meaning, a specific and a generic one. The second idea is that there are processes that
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Academic Dossier: Adult Mental Health Essay
transform information from one kind of code to another. The third idea is that each 
kind of information (mental code) has its own memory store. The fourth and final idea 
is the existence of a “cognitive architecture in which the transformation processes and 
the different memory stores are arranged in nine cognitive subsystems. Each 
subsystem is specialised for processing input in a given information code”.
Within ICS, information processing involves the transformation of information from 
one mental code into another mental code. This is believed to happen in a reciprocal 
fashion. For example, such processing can create high-level meanings from low-level 
meaning and then create new low-levels meaning from those high-level meanings. 
ICS suggest that the synthesis of an emotion-related high level meaning, is the 
immediate antecedent to the production of an emotional response. The higher levels 
can be thought of in terms of minds, so depression for example is seen as a shift in 
minds (Teasdale, 1997). ICS is still a very young theory. Teasdale and Barnard (1993) 
reviewed various studies and experiments which validate and support the theory. It is 
still early days however in deciding its merits. It is fair to say, as the authors 
themselves point it out, that the most striking feature of ICS is its complexity and 
while this makes it a comprehensive theory it raises questions around that same thing 
making it non-refutable.
Mood-State Dependent Hypothesis
Another model put forward is the mood-state dependent hypothesis (Miranda & 
Persons, 1988) which suggests that cognitive vulnerability factors are indeed present 
in vulnerable individuals, but remain dormant until activated by negative mood. The 
authors suggest this hypothesis accounts for some of the evidence against the 
etiological factor in the cognitive theory. Two examples of these are the remission of 
negative schemas upon remission of depressive symptoms, and the recovered scores 
on measures of dysfunctional beliefs in recovered dépressives. The mood-state 
hypothesis suggests that upon remission from depression, underlying beliefs are 
deactivated and become inaccessible (but still present) due to the absence of a 
negative mood state. To predict subsequent depression, these underlying beliefs need 
be assessed during negative mood states. Miranda and Persons provided several 
studies in support of the hypothesis (e.g. Miranda and Persons, 1988; Miranda,
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Persons, & Byers, 1990: cited in Miranda & Persons, 1992). Teasdale and Dent (1987: 
cited in the same paper) also provided supportive evidence for the hypothesis. The 
authors also suggest their model may account for difficulties encountered in verifying 
Bower’s associative network model. In a more recent study, Miranda, Gross, Persons, 
and Hahn (1998) provided further support for the hypothesis and suggested that a 
deficit in the ability to regulate negative emotions may be an important feature of 
vulnerability in depression.
The Revised Cognitive Model
The last model to be discussed in this paper is the cognitive model again. This model 
has evolved significantly since its first introduction in 1963. Some suggest this change 
may have partly been in response to criticism (Teasdale & Barnard, 1993). Beck 
himself acknowledged that. In his 1987 paper, he explained the theory somewhat 
differently from earlier conceptualisations. One of the new ideas was the introduction 
o f ‘sociotropy’ and ‘autonomy’ as personality modes, creating specific vulnerability to 
different types of stressors. Beck cited criticisms of cognitive theory for paying 
insufficient attention to the actual environments depressed people face (e.g. Coyne & 
Gotlib, 1983) as an influence. Another important change in the theory is the restriction 
of the causal formulation (i.e. schemas being a diathesis for depression) to non- 
endogenous depressions only. This change was welcome by many researchers as it 
explained some of the mixed results obtained in the studies reviewed by Williams 
(1992). Beck also clarified a point which has been ambiguous to that date. 
Researchers repeatedly interpreted the primacy hypothesis in the cognitive theory to 
mean causality. Beck denied suggesting negative thinking causes depression and to 
illustrate his disapproval compared it to suggesting hallucinations cause psychosis 
(Haaga et al., 1991).
Haaga et al. (1991) reviewed the empirical status of the ‘revised’ cognitive model. 
They did so by looking at descriptive and causal features of the model separately. 
Their evaluation yielded mixed results concerning some of the descriptive features of 
the model. While they supported the presence of a cognitive bias in depression, the 
evidence for negative thinking was less conclusive. They expressed scepticism 
towards the claim that positive thoughts are excluded in depression. The review also
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found little convincing support for causal hypotheses of cognitive theory. They, 
however, acknowledge that it may slightly premature to abandon them and invited for 
more definitive research.
A recent paper by Haaga and Beck (1995) addressed one of the criticisms, that 
depressed people do not always show patterns of negative thinking, rather they may be 
sometimes showing ‘depressive realism’, especially when their life circumstances are 
not so favourable. The paper analyses the main research in the area and suggests the 
study of depressive realism can be ‘heuristic’ for the refinement of cognitive theory of 
depression.
CONCLUSION
Having reviewed a fair amount of research in the area of cognition and emotion, this paper 
returns to the question presented at the beginning: Is depression the cause or effect of 
negative thinking? It may have become evident by now that the difficulty one may face in 
answering this question actually lies in the question itself. The terminology used renders it 
impossible to give an answer in the usual sense. In theory, there are three potential answers 
to the question; 1) negative thinking causes depression, 2) depression causes negative 
thinking, 3) depression and negative thinking do not have a causal relationship. The answer 
would be a combination of all three. The first two suggesting some sort of causal 
relationship between depression and negative thinking, the third limiting this relationship 
to a complex, non-linear, non-unidirectional one.
To elaborate on what may seem an ambiguous answer the reader is invited to consider 
again the four conditions of causality presented earlier in the paper. These described what 
is known as a ‘simple’ and ‘linear’ causal relationship (Barker et al., 1998). Inspection of 
the research shows that only two of those conditions can be confirmed with some degree of 
certainty: The first one (correlation), and the last one (changes in intensity/frequency of 
negative thoughts affects non-cognitive symptoms of depression and vice versa). The 
second condition (precedence) is the most difficult to answer. This difficulty is illustrated 
by the controversy the ‘antecedent versus consequence’ hypothesis evoked among theorists 
and researchers. The third condition, co-variance, is again another difficult one to establish. 
It becomes especially so if the term depression is defined to include all subtypes (i.e.
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endogenous and non-endogenous). Also there is evidence to suggest interventions which 
do not address cognitions can be as successful as cognitive therapy in alleviating 
symptoms of depression (e.g. medication, interpersonal therapy). Depression is a complex 
condition, and reducing it to cognitive distortions does not do it justice, nor does it 
acknowledge the fact that sometimes (if not always) “people get depressed because they 
have the right to be depressed” (Neil Jackobson, key not address at the Annual European 
Congress for Behavioural and Cognitive Psychotherapies, Cork, 1998).
This brings us to a final comment. Given that the cognitive model is a clinical model, 
what does all the work invested in the last three decades add to our practice of 
cognitive therapy? For a therapy to be practised with any degree of confidence, it need 
be backed up with sound theoretical knowledge. Cognitive therapy is an endeavour to 
treat depression on the premise that modifying dysfunctional beliefs leads to an 
alleviation in the non-cognitive symptoms of the disorder. For this practice to be 
justified, it is important to prove dysfunctional beliefs play a role in either the 
aetiology or the maintenance of depression. While the research cannot warrant a clear- 
cut role for negative thinking in the aetiology of depression, it has shown it plays a 
crucial role in its maintenance and recurrence.
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PEOPLE WITH LEARNING DISABILITIES ESSAY
June 1999 
Year I
What is an autistic spectrum disorder (ASD) and what 
etiological models have contributed to our understanding of 
autism? To what extent have these models guided 
intervention practices?
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INTRODUCTION
Imagine yourself in a foreign country where everybody speaks a language you can not 
comprehend, where rules and customs are alien to you. The nearest most of us can get 
to this is when travelling abroad. The experience often feels overwhelming, 
sometimes even frightening, but we can often be reassured that we have a home we 
can go back to, where we can communicate and relate to those around us. Even when 
we decide to stay abroad, we soon begin to realise that the seemingly ‘alien’ world, as 
time goes by, does become more familiar as we learn the new rules and maybe 
eventually speak the foreign language. However, imagine if we were not able to do 
that, if we were to remain unable to decipher the world around us. We can only begin 
to imagine, and, maybe, wonder if this is what the world can be like for someone 
suffering from autism.
Webster’s dictionary (1986) defines autism as the ‘absorption in self-centred 
subjective mental activity ... especially when accompanied by marked withdrawal 
from reality’. The term is more commonly used though to describe a disorder ‘in 
which one becomes unable to communicate or form relationships with others’ (Oxford 
Dictionary, 1989). It is the latter explanation that this paper will be investigating. The 
paper will start by defining the disorder and tracing the development of our 
understanding of it. It will then aim to review some of the research into its aetiology 
and, briefly, consider some of the interventions that have been put forward. To finish, 
it will attempt to evaluate how the research in the area and the development of 
etiological models of autism may have influenced our intervention practices. 
However, before embarking on this task, it is important to spend some time exploring 
how our conceptualisation of the disorder has changed in the last 55 years.
The term autism was first used in psychiatry by Bleuler (1911/1950, cited in Volkmar 
& Lord, 1998) to describe the social withdrawal observed in adults with 
schizophrenia. Leo Kanner, an American psychiatrist of Austrian origin, adopted the 
term in 1943 and was the first to use it in a developmental context. He used it to 
convey what he observed in a group of 11 children that he worked with. He identified 
this group of children as presenting with what he called early infantile autism, ‘living 
in a world of their own’, and showing a striking inability to relate to others. He cited
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the work of Gessel, remarking that normally developing infants exhibit marked 
interest in social interaction from a very early age.
Kanner’s paper marked the ‘beginning’ of the pervasive developmental disorder1 
(PDD) we, today, know as Autistic Disorder (DSM-IV, 1994) or Childhood Autism 
(ICD-10, 1992)2. However, it is worth pointing out at this point that, although autism 
was not formally identified and labelled until 1944, researchers have reason to believe 
that it is by no means a modern phenomenon. Uta Frith, in her book ‘Autism: 
explaining the enigma’ (1989), draws together some of the earlier accounts3 of 
children whose presentation would fit what we now know as autism. Kanner’s use of 
the term autism created some confusion amongst researchers at the time, who were 
lead to believe that autism was on a continuum with schizophrenia. This confusion 
was not resolved until Rutter (1970, cited in Volkmar & Lord, 1998) highlighted the 
important differences between the conditions.
Kanner noted his patients exhibited a disorder characterised by a profound lack of 
social engagement. He also noted they exhibited a range of communication problems 
and unusual responses to the ‘inanimate environment’; e.g. being exquisitely sensitive 
to some sounds when particularly non-responsive to their parents (see Table 1.).
Table 1. Kanner’s criteria for ‘early infantile autism’ (Aarons & Gittens, 1992)
1. An inability to develop relationships
2. Non-communicative use of spoken language after it develops, if  at all
3. Delay in acquisition of language
4. Language difficulties; e.g. pronominal reversal, delayed echolalia
5. Repetitive and stereotyped play
6. Maintenance of sameness
7. Good rote memory
8. Good Dexterity
9. Normal physical appearance
Kanner later reduced these points to two essential features:
1. Maintenance of sameness in children’s repetitive routines
2. Extreme aloneness, with onset within the first two years______________________________
1 A group of disorders characterised by qualitative abnormalities in reciprocal social interactions and in 
patterns of communication, and by a restricted, stereotyped, repetitive repertoire of interests and 
activities. These qualitative abnormalities are a pervasive feature of the individual’s functioning in all 
situations (ICD-10).
2 Autism was first described as such in the American Psychiatric Association’s Diagnostic Manual, 3rd 
edition. (DSM-III, 1980).
J e.g. the Wild Boy o f Aveyron (end of 18th c.)
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Kanner’s description, though atheoretical and groundbreaking, has withstood the test 
of time. Present day definitions of the autistic syndrome remain profoundly influenced 
by it. Having said that, Kanner has made a few assumptions regarding his patients 
which later were found misleading or simply incorrect. Perhaps the most important, 
though unfortunate, of these assumptions was what later became known as the 
‘refrigerator parenting’ hypothesis. Although Kanner initially thought autism to be 
genetic, he later observed that his patients’ parents had something in common: high 
levels of achievement and problematic parent-child interactions. This led clinicians to 
attribute the source of autism to poor parenting. This view is often referred to as the 
psychogenic theory of autism4. Future research did not grant much support to these 
claims but they have influenced our understanding of the aetiology of autism for many 
years to follow. Over the years, Kanner’s diagnostic characteristics have been 
questioned, and in 1980s, Rutter (cited in Aarons & Gittens, 1994) proposed the 
revised criteria (Table 2.)
Table 2. Rutter’s (1978) diagnostic criteria (ICD-10 criteria were based on them)
1. Onset before 30 months
2. Impairment in social development
3. Impairments in language development
4. Insistence on sameness
At around the same time when Kanner was reporting his work, Hans Asperger (1944), 
another Austrian physician, working in Austria, unaware of Kanner’s work, described 
a group of adolescents presenting with autistic psychopathy or what we now know as 
Asperger’s syndrome (Tantam, 1988, cited in NAS publication). Asperger’s 
description was strikingly similar to Kanner’s. He, like Kanner, believed the child’s 
social problems to be the most important and characteristic feature of the disorder, 
hence his choice of the term ‘autistic’. Table 3. lists some of the main features that 
Asperger described, as extracted from his clinical descriptions of cases (Wing, 1991).
4 This theory will be discussed in greater detail later in this paper.
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Table 3. Asperger’s features o f ‘autistic psychopathy’ (Wing, 1991)
1. Social isolation
2. Delayed language development*
3. Impaired non-verbal aspects o f communication
4. Odd responses to sensory stimuli
5. Language difficulties; e.g. pronominal reversal, long-winded pedantic speech
6. Lack of flexible imaginative play
7. Good ‘abstract thinkers’*
8. Clumsy *
9. Special abilities_______________________________________________________
* areas where Asperger and Kanner disagreed.
Asperger’s contribution was limited to the German literature and remained unknown 
internationally until the seventies. The first published discussion of his work, in 
English, was by Van Krevelen (1971, cited in Wing, 1981). Asperger’s syndrome has 
now become a well-established diagnosis in the category of Pervasive Developmental 
Disorders in both the American and International diagnostic manuals (DSM-IV and 
ICD-10). Table 4. is a summary of the categories in both manuals.
Table 4. Diagnostic categories in DSM-IV and ICD-10
DSM-IV ICD-10
Pervasive' Developmental Disorders (PDD) Pervasive Developmental Disorders (PDD)
299.00 Autistic Disorder F84.0 Childhood Autism
299.80 Rett’s Disorder F84.1 Atypical Autism
299.10 Childhood Disintegrative Disorder F84.2 Rett’s Syndrome
299.80 Asperger’s Disorder F84.3 Other Childhood Disintegrative Disorder
299.80 PDD not otherwise specified F84.4 Overactive Disorder, assoc’d with mental
e.g. atypical autism retardation & stereotyped movements
F84.5 Asperger’s Syndrome
F84.8 Other PDD
F84.9 PDD, unspecified
Asperger’s work generated a lot of research. Some of the questions many researchers 
(e.g. Kugler, 1998) sought to answer were: Is Asperger’s Syndrome different from 
Kanner’s Autism? And, if they are, to what degree are they different? The question of 
the intellectual abilities of the two groups generated a lot of research. Whilst Kanner 
described a group of children that were limited in their cognitive abilities, it seemed 
that Asperger was describing a more able group. This resulted in many researchers 
viewing Asperger’s syndrome as a mild form of autism (this is not necessarily the 
author’s view). The debate grew more complicated as clinicians started to see in their 
practices, children, that very much resembled Kanner’s and Asperger’s syndromes, 
but were difficult to diagnose following specific criteria (refer to the DSM-IV and
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ICD-10 for the diagnostic criteria). These children’s clinical presentations varied in 
e.g. severity, symptomatology, across and even within individuals (Wolf-Schein,
1996).
AUTISTIC SPECTRUM DISORDER
One alternative view to diagnosis was put forward by Wing & Gould (1979) following 
a large epidemiological study they did, known as the Camberwell study. Wing & 
Gould (1979) carried out a study of all ‘mentally and physically handicapped’ children 
in a defined geographical area of London (Camberwell) in an attempt to identify all 
those with any features of autism conditions, regardless of their level of intelligence. 
At the time of the study, Wing was just becoming aware of Asperger’s work (Wing, 
1976, cited in Wing, 1981). The study therefore did not ‘formally’ include children 
with Asperger’s syndrome5. The study was longitudinal and the children were 
foliowed-up to 12-15 years. The main result from the study was that a group of those 
children showed a consistent social impairment, or more specifically, impairment in 
social relationships which always co-existed with impairments in social 
communication and imagination. Wing & Gould (1979) called this the Triad o f Social 
Impairments . The outcome from the study also supported the observations made by 
some clinicians that the picture of autism can vary greatly. Wing & Gould (1979) put 
forward the hypothesis that individuals showing the triad of impairments formed a 
continuum. The severity and form of the triad presentation can vary within an 
individual during the course of their development and can be associated with any level 
of cognitive functioning or intelligence as measured on standardised tests. This 
became known as the autistic continuum (see Table 5.).
The idea of a continuum appealed to many working in the area as it explained the 
variations in presentation. One of its drawbacks, however, was that it implied a 
singular dimension of severity, putting Kanner’s autism at one end and Asperger’s 
syndrome at another (the milder end). Wing later introduced the term ‘spectrum’ to 
replace continuum (e.g. Wing, 1997). The autistic spectrum became an umbrella term 
for a group of disorders with a range of presentations on the autistic continuum. Wing 
(1997) defined the spectrum as ‘a group of disorders of development ... that have in
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common a triad of impairment in: social interaction, communication, imagination, and 
behaviour (narrow and repetitive pattern of behaviour)’. Within it, she identified 
several sub-groups, based solely on a description of the type of social impairment the 
individual showed (see Table 6.). The four identified groups/anchors were: Aloof, 
Passive, Active but Odd, and Loners. She acknowledged that these groups were no 
more sharply differentiated and permanent than in any other existing method of
classification, but have proven helpful in clinical practice.
Table 5. The Autistic Continuum, from Herbert (1997)
Social Interaction Aloofand
indifferent to others ^
Poor grasp of social rules 
^ and lack of perceptiveness 
towards others
Social Communication Absence of desire to
communicate -4-------------------
Great deal of talk; no 
reciprocal communication
Social Imagination Total absence of
copying or pretend -4---------------
play
Some ability to recognise 
-► feelings on intellectual
level; no empathie sharing 
of emotions.
Table 6. The Autistic Spectrum, from Wing (1997)
Social Interaction Communication Imagination
1. A loof and indifferent to No communication 
others
Handles object for simple 
sensation
2. Passive Communicates own needs Copies ‘pretend’ play o f others
3. Active but odd, bizarre Repetitive, one sided Limited ‘pretend’ play; 
repetitive, isolated
4. Loners, over-formal, 
stilted
Formal, long-winded, 
literal
Invents own imaginary world, 
but stereotyped
The spectrum, as Wing defined it, included, but was wider than, the syndromes
originally described by Kanner and Asperger. It overlaps with but covers a wider
range than the category of PDDs in DSM-IV and ICD-10 (Wing, 1997). The idea of a
spectrum rather than separate diagnostic entities has generated a lot of research and
5 At least some of the children may have fitted the criteria of Asperger’s syndrome.
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debate. This debate is still ongoing. The terms PDDs and Autistic Spectrum disorders 
(ASDs) are interchangeably used in the literature although ASDs have not been 
formally defined. It is unclear whether ASDs represent separate, overlapping, or 
identical conditions (Gillberg, 1998). At the same time PDDs are not clearly 
distinguishable from each other as the criteria do overlap (Myhr, 1998). The idea of a 
spectrum seems more attractive to some working in the area whereas other see the 
need for identifying clearly defined subtypes crucial to improving clinical practice and 
research (e.g. Kugler, 1998). It is clear that more research in the area is needed before 
any conclusions are reached, but in the context of this paper, autism will be considered 
a spectrum disorder.
THEORIES OF AUTISM
The precise aetiology of autism is, unknown, despite much research. Many rival 
theories have been put forward. Autism is diagnosed on the basis of clinically 
observed behavioural symptoms in the absence of any quantifiable biochemical or 
neurological markers. As a result, most of the work on the aetiology has aimed to 
provide a causal account of the psychological or cognitive deficits that give rise to the 
syndrome-specific impairments in socialisation, communication, and imagination 
(Happé, 1994a). It is presumed, however, that those psychological deficits are
biologically caused. As a result, a fair amount of research sought to identify the 
pathophysiology of these deficits. The picture that emerged was of autism as a 
disorder with three levels of explanations: the biological, the cognitive, and the 
behavioural. Morton & Frith (1994, cited in Happé, 1994b) introduced a specific
diagrammatic tool for thinking about levels of explanation in developmental disorders 
(see Figure 1.). They proposed pattern (b) as a causal model for a disorder such as 
autism.
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Figure 1. Morton & Frith’s (1994) causal models of 3 types of disorder (from Happé, 
1994b)
M__________  Jhl__________  jç i___________
O Oi o 2 o , 0 2
B iological
Q C, C Q  Cz
Cognitive_______
sj sT s; ^  s
Behavioural
Biological Theories
Growing evidence is pointing towards a multiplicity of causes at the biological level. 
There is strong evidence for a genetic factor in the aetiology of autism (Fisher, Van 
Dyke, Sears, Matzen, Lin-Dyken, & McBrien, 1999). The condition has also been 
associated with a wide range of non-genetic conditions (including, congenital 
rubella, tuberous sclerosis, and herpes simplex encephalitis) (Rapin, 1997). Fifty 
different medical conditions have been associated with autism. Research showed a 
varied picture (from 10%-37%) regarding the proportion of autistic people who have a 
clearly identifiable medical disorder (Cooper, 1997). Attempts have been made to 
localise autism in the medial temporal lobe, thalamic nuclei, basal ganglia, vestibular 
system, pons, and neocerebellum. Post-mortem, computer assisted tomography, 
magnetic resonance imaging, and neuroimaging studies have all shown tenuous links 
at best (Lord & Rutter, 1994). Cooper (1997) suggested that the abnormalities in the 
brain of the autistic person might be too subtle to be detected by current methods. 
Evidence for an organic cause of autism has however come from a different route. 
Disregarding pointless attempts at localisation, overwhelming evidence came from: 
(1) the high incicence of epilepsy in autistic people; and (2) the tendency for learning 
disability to accompany autism (Happé, 1994b).
It is clear then that the aetiology at the biological level is complicated. To account for 
this puzzle, one model that has been proposed is known as the final common pathway 
(Baron-Cohen & Bolton, 1993), illustrated in Figure 2. In this model, various factors
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(some not yet identified) caused damage in the regions of the brain that are 
responsible for the development of the cognitive triad. ‘Mental handicap’ or learning 
disability is included in the model as it may be associated with autism because the 
damage from these various medical causes also disrupts those systems necessary for 
intellectual development. Precisely which part of the brain is responsible for autism is 
not yet clear (Baron-Cohen & Bolton, 1993).
Figure 2. The Final Common Pathway, from Baron-Cohen & Bolton (1993)
Final Common Pathway
BRAIN DAMAGE
Other CausesGenetic Factors Viral Infections Pregnancy / Birth 
Complications
Autism
(social commu­
nication and 
obsessional 
difficulties)
Mental Handicap
slower development 
in almost all areas
In response to some of the neurobio logical research, various drug therapies were tried, 
some have been shown some support and some others have not. It is difficult to 
evaluate this kind of treatment properly because of all the confounding variables; such 
as what we know of the normal course of the disorder. Improvement in technology 
should offer some hope of much clearer understanding of autism at the 
neurobiological level.
Psychodynamic Theories
An opposing group of theories came from the psychodynamic movement that 
attempted to explain autism as a psychological or emotional disorder. Starting with 
Kanner, he originally believed that autism was present from birth. As his studies
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revealed no unusual childhood illnesses or neurological abnormalities6, he was unable 
to formulate any biological hypotheses about the aetiology of autism. This led him to 
examine his clients’ family functioning. He hypothesised that children with autism 
reacted to inadequate parenting by seeking comfort in solitude (Mesibov, Adams, & 
Clinger, 1998). This view was the prevailing concept throughout much of the 1950s 
and 1960s. Throughout this period, many authors such as Bettelheim (1967, cited in 
Howlin & Rutter, 1987) suggested that autism was due to a lack of stimulation, 
parental rejection, or lack of parental warmth. Some of the terms used at the time were 
‘refrigerator mother’ and ‘cold intellectual parents’. Such theories had a direct 
influence on the types of treatment offered to the families of autistic children. 
Psychotherapy, either with the child or with the parents, became the most widely 
accepted mode of therapy (Howlin & Rutter, 1987). This kind of therapy quickly went 
out of fashion as soon as it became evident that there was little evidence to support the 
theory behind it. Two of the main arguments against the psychogenic theory were: (1) 
siblings of autistic children did not have autism; and (2) many ‘cold intellectual 
parents’ did not have children with autism. The final blow to the psychogenic theory 
that put an end to blaming parents came with the empirical proof (Cantwell, Baker, & 
Rutter, 1979, cited in Mesibov et al., 1998) that parents of children with autism were 
no different from parents of children with other types of learning and developmental 
problems.
Psychodynamic theories of autism saw a revival when Martha Welch (1983) 
developed ‘holding therapy’ based on the theory that autism was caused by a 
breakdown in the bonding process between mother and child (Tinbergen and 
Tinbergen, 1983, originally 1972). The therapy involved encouraging the parent to 
hold the child for a long period of time until the child overcame his or her avoidance 
of the interchange of affection. There have been contradictory reports about the 
efficacy of this method (Trevarthen, Aitken, Papoudi, & Robarts, 1996). More 
recently, Melanie Klein’s theories on object relationships are being applied to the 
study of autism. These were used to explain autistic children’s inability to form 
primary attachment relationships to a carer. Rooney & Byrne (1997) described a case
6 Probably because of the small sample size and the lack of sophisticated diagnostic tools.
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study based on this theory and reported marked improvement in the behaviour and 
mental state of the child. This paper will not comment on this work as the author will 
preserve judgement until more is known about this approach.
Cognitive Theories
Another line of etiological research has been through the study of cognitive or 
psychological factors in autism. Psychological theories have aimed to span the gulf 
between biology and behaviour, between the brain and the action, through hypothesis 
about the mind. Bearing in mind the complexity of autism as a syndrome, a good 
psychological theory must: (1) give a causal account, (2) aim to explain the specific 
pattern of deficits evident in autism (the triad of social impairment) as well as account 
for the preserved abilities, (3) generate ways to be tested, and (4) fit with what we 
know about normal development.
One such theory, the 'theory o f mind'’ (ToM) was introduced by Baron-Cohen, Leslie, 
& Frith (1985). It suggested that autistic people lacked the ability to think about 
thoughts, and so were specifically impaired in certain (but not all) social, 
communicative, and imaginative skills. The theory began with the observation that 
autistic children did not spontaneously engage in pretend play, suggesting that in 
order to prevent the interference of pretence with real-world knowledge, the child 
must possess two types of representation: (1) primary representations (things as they 
really are in the world), and (2) metarepresentations (used to capture pretending). This 
hypothesis generated a testable prediction about the social handicap in autism, the 
inability to ‘mind-read’ or attribute mental states to oneself and others, in order to 
understand, and explain behaviour. Baron-Cohen et al. (1985) tested this hypothesis, 
using the ‘Sally-Ann task’7, on a sample of 20 autistic children with mental ages over 
4 years (Wimmer & Perner argued this ability developed in the fourth year of a 
‘normally’ developing child’s life). They found that 80% of the sample failed to
7 In this task the child is shown two dolls, Sally and Ann; Sally has a basket and Ann has a box. The 
child watches as Sally places her marble in the basket and goes out. Ann then moves the marble from 
the basket to her own box, then she goes out. Sally comes back in. The child is asked the test question 
‘where will Sally look for her marble?’ - task devised Wimmer and Perner (1983, cited in Frith, 
1989).
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appreciate Sally's false belief8 (Frith, 1989). Such a deficit, it was suggested (Frith, 
1992, cited in Happé, 1994b) could account for the triad of impairment. Firth (1992)
presented a causal model to explain the deficit and illustrate the theory. Studies 
showing ToM deficits have been replicated, using different scenarios, in response to 
criticisms and challenges to its methodology. Similar supportive results have been 
shown (Mitchell, 1997).
The power of the ToM was that it answered the four conditions set at the beginning of 
this section. It gave a causal account explaining the cognitive impairment. It also 
explained the preserved areas of functioning (children with autism are expected to do 
well on primary representations). It could be tested, and had its origins in normal 
development. Nevertheless, the theory did not account for the following: (1) the 
minority of autistic children who passed the ToM test; (2) the non-social handicaps in 
autism (e.g. sterotypies and insistence on sameness).
One way of explaining the success of some autistic people on false belief tasks was to 
suggest that they passed these tests using a non-ToM strategy. Another may be that 
autistic people were merely grossly delayed in their acquisition of a theory of mind 
(Happé, 1994a).
However, it has been observed that even those who passed the tests remained 
‘handicapped’ in real life. This might mean that the social difficulties could be 
attributed to another, quite separate, impairment. And, if we maintained that autism 
was a spectrum disorder, why did some children (with Asperger’s Syndrome) acquire 
mentalizing ability, while others did not. These questions, in as much as they are 
interesting, they fall outside the realm of this paper and would need to be discussed 
separately. It was however important to highlight them.
Another challenge to ToM came from authors who have suggested that autism was 
likely to be the result of multiple primary deficits, either at the biological (Goodman, 
1989, cited in Bailey, Philips, & Rutter, 1996) or at the psychological level (Ozonoff, 
Pennington, & Rogers, 1991). Ozonoff et al. talked about executive function
8 Instead of saying that Sally would look in the basket where she put the marble, they said that she 
would look in the box, where the marble really was.
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impairments as explaining the gaps in ToM. These abilities (e.g. planning, impulse 
control and working memory) were thought to depend on intact frontal lobes for 
normal functioning (Frith, 1996).The Executive Function Deficit theory (Russell,
1997), although still young, aroused much interest and research. One of its appeals 
was that it had a clear diagnostic link between impaired performance on 
neuropsychological tests and brain dysfunction. Support for this theory is growing as 
evidence that autistic people perform badly on ‘frontal’ tasks is on the increase. An 
Example of such a task is the Wisconsin Card Sorting Task (WCST) which highlights 
poor planning. The other appeal for this theory is that it provided an explanation for 
some of the non-social impairments in autism. Rigidity and perseveration, reported in 
autism, were found in patients with frontal lobe damage. The implications are then 
that autism may be caused by frontal lobe impairment. But, frontal lobe patients are 
not all autistic. One possibility put forward as an answer was that there is a critical 
period by which brain damage should occur for it to cause autism (Happé & Frith,
1996). The ‘executive function theory’ seems promising. Its supporters would 
however agree that it does not necessarily replace ToM, rather it expands and 
compliments it. We may actually have more to gain by linking two theoretically sound 
theories such as the ToM and Executive Functions (Prior & Ozonoff, 1998).
Another cognitive theory which attempted to answer some of the unanswered 
questions of ToM is the Central Coherence theory (Frith, 1989). The theory stemmed 
from the author’s (Frith’s) belief that both the deficits and preserved abilities in autism 
can be explained in terms of one cognitive function. This theory is a theory of deficit 
in information processing, characterised by a specific difficulty in integrating 
information at different levels. One of the rules of perception is that we, as social 
beings, tend and have the ability to draw bits of information together to form a whole, 
to construct higher-level meanings using context, or what Frith (1989) called ‘central 
coherence’. She suggested this specific feature of information processing was 
disturbed in autism. She went on to discuss that the lack of this feature could explain 
some of the non-social symptoms in autism (e.g. echolalia, rote memory). As well as 
being a deficit, lack of central coherence could be a strength or an advantage for 
autistic people. Frith predicted that autistic people, due to this lack of central 
coherence would perform better than normally developing children tasks that required
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attention to ‘local’ information. One test of central coherence was the ‘Embedded 
Figures Test’. This theory offered an explanation for some of the profiles autistic 
people produce on the neuropsychological battery, the Wechsler Adult Intelligence 
Scale-Revised (WAIS-R). Their scores on the subtests Digit Span and Block Design 
are usually significantly higher than the on the remaining subtests. It is hypothesised 
that this is because those tests required good rote memory and an ability to divide a 
whole into its smaller parts in a short time, respectively.
Again, like the case with the Executive Functions theory, Central Coherence does not 
account for all of the deficits in autism. It is doubtful whether any theory will ever be 
able to do that, bearing in mind the complexity and variability in presentation in 
autism. What the above cognitive theories of autism inform us is that there is a need 
for continuing research into cognition and autism, looking at perception, language, 
and memory. Cognitive theories have the added benefit of marrying the three levels of 
autism (biological, cognitive, and behavioural) together. More work into integrating 
the different cognitive approaches into a more global explanation would prove fruitful.
LINKING THEORY TO PRACTICE
The last thing to discuss in this paper is how to bring all those cognitive theories into 
practice? Considering Autism was first diagnosed only 55 years ago, it is fair to say 
that we have come a long way in our understanding of it. Some may say not far 
enough since we still have many questions to answer. With a complex syndrome like 
autism, it is important to be realistic in what we expect to achieve. Is it a cure for 
autism that we are looking for, or is it a better quality of life for those who suffer from 
it? Our expectations would greatly affect our perception of achievement. Because 
autism is such a devastating condition, especially for the families and carers of the 
sufferers, there is a need to believe in a cure. Research to date has not supported the 
concept of a cure for autism, mainly because each autistic person is proving to be 
unique in their presentation and array of needs, requiring a range of facilities and 
treatments.
Many treatments are available to people with autism and their carers. The two main 
approaches that have received support in research have been the educational and
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behavioural approaches. Even within each of these approaches, there is an array of 
treatment packages with varying success rates.
The recognition in the early 1970s that autism was a developmental disorder rather 
than it being a schizophrenic illness or a result of psychosocial deprivation had a 
marked influence on the prevailing methods of treatment at the time. Neither drugs 
nor individual psychotherapy had proved particularly effective and both were being 
used less and less. Instead, educational and behavioural methods of treatment have 
come to constitute the approach of first choice. There was an increasing interest in 
finding more efficient ways to promote better social and linguistic development (in 
parallel to the introduction of the triad of impairments). The diagnosis of autism at an 
early age encouraged researchers and clinicians equally to invest in designing more 
early interventions. Special schools started to get established to respond to the 
accumulating evidence for an educational approach (Howlin & Rutter, 1989). 
Similarly, the study of cognition in autism played a big part. Understanding the 
language and cognitive abilities of people with autism was essential for the 
development of effective teaching strategies. Knowing their strengths (good 
articulation and fair understanding of grammar) and weaknesses (trouble using 
language socially) aided teachers in designing the curriculum and developing new 
teaching methods. Treatments needed to, for e.g. focus on initiating conversations or 
using a broad array of words, more than anything else. The more the workers in the 
area know about the deficits and preserved abilities in autism, the more specific and 
highly prioritised treatment planning can become. As we learn more about these 
cognitive variables, we will better understand how people with autism think and why 
they do some of the things they do. Many exciting intervention ideas should continue 
to grow our of this important work in the years to come (Mesibov et al., 1998).
As for the behavioural approach, work did not start off very well in this area. The first 
methods used were aversive in their nature (Elder, 1996). It is in fact a continuing 
challenge to behaviour analysts to develop a totally non-aversive treatment 
technology. Behavioural interventions with children with autism became popular in 
the 1960s as learning theory became prominent. Treatment techniques based on the 
principles of operant learning theory were developed to modify behaviours of autistic
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children. Some of the methods used were reinforcement, punishment, and extinction 
(Bregman & Gerdtz, 1998). Great strides have been made in this area though. In the 
last 10 years, behavioural interventions have been further developed to become the 
predominant treatment approach for promoting adaptive and behavioural functioning 
of children and adults with autism. Of particular importance has been the development 
of improved methods of identifying environmental factors and events that precipitate 
and maintain maladaptive patterns of behaviour. The need for maintaining sameness 
in people with autism has been addressed on a behavioural level through increasing 
structure, flexibility, and enhancing personal independence (Matson, Benavidez, 
Stabinsky Compton, Paclawskyj & Baglio, 1996).
On a more general level, if we think of what input we offer as clinicians to our clients 
we will be able to see how much our practice has been informed by research. As 
clinician, we appreciate how difficult it can be for our clients to feel trapped in a 
condition and not be able to understand it. The advancement in our diagnostic tools 
and framework of understanding autism has equipped us with the right tools to do that 
job at our best.
CONCLUSION
As we learn about the varied and changing picture of autism, we become more aware 
of the individual needs of our clients and the necessity of highly individualised 
assessments in order to design personally-tailored treatment packages. The early 
psychodynamic work has also informed our practice in that it made us more aware of 
the pressures on our clients and their families when dealing with an isolating condition 
like autism. This warrants the intervention on the level of family support and 
counselling. Family can also be involved and counselled about the new advances in 
the genetics of autism, an area that is ever growing. Finally, it is worth mentioning 
that as we continue to conceptualise autism as a multi-level, multi-faceted disorder, it 
is important to offer the input as part of a team that can offer a whole range of 
expertise to account for the various complications that often accompany the disorder.
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What theories have been advanced to explain childhood 
phobias? Consider their strengths and limitations and the 
evidence base that would support their use in clinical
practice.
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INTRODUCTION
Childhood fears and phobias have been the subject of study since the beginning of this 
century. The last two decades, however, have witnessed an increased interest in their 
aetiology. Competing theories have been proposed to explain their development and 
maintenance. These theories have been refined over the years, as more reliable 
evidence became available, partly through more sophisticated research methodologies. 
This paper will review the main theories that have been advanced to explain childhood 
phobias, considering their strengths, limitations, and evidence base that would support 
their use.
Before reviewing the different theories, it is worth starting by defining what is meant 
by ‘phobia’ and by giving the reader some background information on its 
epidemiology, symptomatology, and diagnostic criteria. Phobias are often used 
interchangeably, or confused, with ‘fears’. A distinction between the two constructs is, 
therefore, central to understanding their aetiology and, consequently, their 
management.
Fears vs. Phobias
Fears are usually described as a normal and adaptive part of a child’s development, a 
‘normal response to active or imagined threat’ (Marks, 1987) that nearly every child 
experiences to some degree during emergence from childhood to adulthood 
(Ollendick, Matson, & Helsel, 1985). Fear reactions are usually mild (compared to 
phobias) but allowances need be made for normal variations in intensity and duration. 
Normative data on children’s fears (e.g. Ollendick, King, & Yule, 1994) suggest fears 
are transitory and age-specific, almost mirroring developments in children s 
psychological and social competencies and concerns. Table 1 is a list of the principal 
sources of fears at different ages and their coinciding developmental competencies9 
and concerns.
Phobias, on the other hand, are anxiety disorders and are often used to indicate 
‘maladaptive’ fears which are irrational and persistent and where the eliciting stimuli are
9 Based on Piaget’s stages of cognitive development
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confined to a clearly defined class of objects, events, or situations (e.g. animals, closed 
spaces, air travel) (DSM-IV; APA, 1994). In an attempt to differentiate between a ‘fear’ 
and a ‘phobia’, Marks (1969; cited in Morris & Kratochwill, 1991) suggested phobias: (1) 
are out of proportion to demands of the situation, (2) cannot be explained or reasoned 
away, (3) are beyond voluntary control, and (4) lead to avoidance of the feared situation. 
To these, Miller, Barrett, & Hampe (1974; cited in Morris & Kratochwill, 1991) added: (5) 
persist over an extended period of time, (6) are maladaptive, and (7) are not age or stage 
specific. Combined together, these differential characteristics are still generally accepted 
and form the bulk of the diagnostic criteria for phobias in DSM-IV, one of the most widely 
used diagnostic manuals (see table 1).
Table 1. Diagnostic criteria for phobias in DSM-IV (APA, 1994)
■ Marked and persistent fear that is excessive or unreasonable, cued by the presence or anticipation of a 
specific object or situation
■ Exposure to the phobic stimulus produces an immediate anxiety response which may take the form of a 
panic attack or in children may involve crying, tantrums, freezing or clinging
■ The person recognises that the fear is excessive or unreasonable, although this feature may be absent in
children
■ The phobic situation is avoided, or endured with intense anxiety or distress
■ The avoidance or anxiety interferes significantly with personal, social or academic functioning
■ In under 18 years of age, the duration is at least 6 months
■ The anxiety and avoidance are not better accounted for by another disorder
Types and Subtypes of Phobic Disorders
The DSM-IV, as well as the ICD-10 (International Classification of Disorders; 10th 
edition, World Health Organisation, 1992), another widely used manual, identify three 
types of phobic disorders: (1) agoraphobia, (2) social phobia, and (3) specific phobia. 
Agoraphobia is described as a fear of being in places or situations from which escape 
might be difficult or embarrassing or in which help might not be available. Social 
phobia is described as a fear of humiliation or embarrassment in certain social 
situations. Both types usually become evident in adolescence (12-18 years), the period 
of formal operational thinking (Carr, 1999). The third type, specific phobia, described 
as a fear of a specific stimulus (e.g. animals), is seen as distinct from the first two. 
Firstly, it usually features in early childhood (table 2) as opposed to adolescence.
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Results from research on age of onset of phobias (e.g. Ôst, 1987) supported this claim,
with mean onset ages for animal, blood, and dental phobias being around seven, nine, 
and 12 years of age respectively. Secondly, its eliciting stimuli are considered narrow 
and the effects on the person’s adjustment quite circumscribed, whereas in social 
phobia and agoraphobia a broader class of stimuli are involved and the impact on the 
person’s adjustment considered more pervasive(Carr, 1999).
As this paper aims to look at childhood phobias, the focus will be on specific phobias as 
they are the type most common in childhood. In DSM-IV, specific phobias are further 
divided into four subtypes: (1) animal (e.g. spiders), (2) blood-injection-injury (e.g. seeing 
blood), (3) natural environment (e.g. heights), and (4) situational type (e.g. using buses). 
These subtypes have partial empirical support. A study by Frederikson, Annas, Fisher, & 
Wik (1996) found that phobia symptoms clustered into three factors with the above (3) and 
(4) loading on one factor. Some literature (e.g. Page, 1994), however, is suggesting large 
discrepancies in the way some of the subtypes, in this case (1) and (2), present, implying 
they may not constitute a homogenous group and may not be grouped under one category.
Table Z.Fears at different ages
Age Psychological and social 
competencies and concerns 
relevant to development o f fears.
Principal sources o f  
fear
Principal anxiety disorders
Early infancy 
0-6 months
Sensory abilities dominate 
infants’ adaptation
Intense sensory 
stimuli
Loss o f support 
Loud noises
Late infancy 
6-12 months
Sensori-motor schemas 
Cause and effect 
Object constancy
Strangers
Separation
Toddler years 
2-4 years
Pre-operational thinking 
Capacity to imagine but inability 
to distinguish fantasy from reality
Imaginary creatures 
Potential burglars 
The dark
Separation anxiety
Early childhood 
5-7 years
Concrete operational thinking 
Capacity to think in concrete 
logical terms
Natural disasters
Injury
Animals
Media-based fears
Animal phobia 
Blood phobia
Middle childhood 
8-11 years
Esteem centres on academic and 
athletic performance in school
Poor academic and 
athletic performance
Test anxiety 
School phobia
Source: Adapted from Carr (1999)
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Epidemiology
Specific phobias are very common in childhood. Most studies have reported prevalence 
rates around 5% (Costello & Angold, 1995; cited in Muris, Schmidt, & Merckelback, 
1999). All types of phobias (including specific phobias) are generally found to be more 
prevalent in females than in males. Whether prevalence rates vary with age, ethnicity, and 
socioeconomic status is not clear though (Silverman & Rabian, 1994).
AETIOLOGY
As mentioned earlier, there has been a vast interest in the aetiology of phobias and 
consequently many theories have been put forward. These focused predominantly on 
biological variables, and psychosocial factors. This paper will mainly look at the latter. 
However, it is important to acknowledge some of the former as they contribute to our 
understanding of phobias.
Biological theories
Various biological hypotheses have been presented to explain phobias (see Carr, 1999) but 
the two most heavily researched are the genetic and the evolutionary hypotheses. Literature 
on genetic factors mainly comes from twin studies that have explored the extent to which 
genetic factors predispose to phobic fear. One such large-scale study has been the one by 
Kendler, Neale, Kessler, Heath, & Eaves (1992; cited in Kendler, Karkowski, & Prescott, 
1999). The results suggested a significant genetic contribution to phobias, with 
heritabilities estimated between 30 and 40%. Even higher estimates of 40-60% were 
suggested by Kendler et al. (1999) who concluded that both genetic and environmental 
factors would be needed to produce clinical phobias.
Another influential biological theory is Seligman’s (1971; cited in King, Hamilton, & 
Ollendick, 1988). The ‘preparedness theory’ postulates that most phobias are operated 
(‘prepared’) by biological mechanisms (‘survival’ tools) which determine how easily they 
can be learnt by humans. The theory suggests that human phobias are ‘largely restricted to 
objects and situations that are [a] ... threat’ (King et al., 1988). Support for this theory 
came from genetic studies (e.g. Kendler et al., 1999) as well as from behaviour theory 
(classical conditioning) when experimenters failed to condition fear in children to ‘neutral’ 
stimuli or found conditioned responses to evolutionary cues slower to extinguish than
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conditioned responses to evolutionary neutral cues (Ohman, 1993, cited in Merckelbach,
de Jong, Muris, & van den Hout, 1996). In spite of the supportive evidence, the 
preparedness theory is in dispute. Some authors (e.g. Delprato, 1980; cited in Morris & 
Kratochwill, 1991), argued the above results could be open to alternative interpretations. 
For example, the resistance to extinction effect could be the product of pre-experimental 
expectancies that are rooted in culture rather than genes.
Psychological theories
Psychological theories have contributed the most towards our understanding of the 
aetiology of phobias. The four main schools of thought to contribute, though in varying 
degrees, have been the psychoanalytic, the behavioural, the cogmtive, and the systemic.
The earliest clinical account of a phobia in psychoanalytic literature has been the case of 
Little Hans who presented with a horse phobia (Freud, 1909; cited in Carr, 1999). Classical 
psychoanalytic theory viewed anxiety disorders as defences that protect the conscious 
mind from unacceptable impulses, feelings, and/or expressions. In those individuals who 
develop phobias, an unacceptable impulse about an object is repressed and the consequent 
anxiety is displaced onto a substitute object, which symbolises the original object. This 
defence mechanism is known as ‘displacement’. In the case of Hans, Freud argued that the 
child unconsciously disguised his ‘taboo’ fear of his father, which was stemming from 
castration anxiety, and displaced it onto horses (from Carr, 1999).
Psychodynamic concepts such as displacement are very useful from a clinical point of 
view as they can shed light on areas which remain inaccessible to other theories. Often 
children who are worried about one thing may say they are worried about another. 
Nevertheless, there is no evidence to support the idea that all anxiety disorders represent 
displacement of anxiety associated with psychosexual developmental conflicts (Carr, 
1999). There is some evidence, however, that psychodynamic therapy, is effective with 
children who have anxiety disorders (Fonagy and Moran, 1990).
The term ‘behaviouraV is an umbrella term under which a whole array of different theories 
can be subsumed. Behaviourism started in the beginning of this century and since then has 
developed and become more sophisticated. The first attempts at offering a theoretical
46
Academic Dossier: Child, Adolescent and Family Essay
explanation for phobias were, as will be discussed later, too simplistic and unavoidably 
came under scrutiny. Early studies identified gaps in the theory, subsequent research built 
upon those gaps and consequently further developed the theories. The earliest of those 
theories, the conditioning theory (Watson 1924; cited in Klein & Last, 1989), was based on 
the assumption that phobias have traumatic origins. The conditioning theory only 
addressed the acquisition of a phobia but failed to explain its maintenance. Subsequently, 
Eysenck and Rachman (1965; cited in King, Eleonora, & Ollendick, 1998) advanced the 
‘two-factor conditioning theory which offered an explanation for both acquisition and 
maintenance. In 1977, Rachman (cited in King et al., 1998) re-evaluated the two-factor 
theory. An important feature of the re-evaluation was the recognition that phobias can have 
non-traumatic origins.
Still under the umbrella term of behavioural theories is the more recent social learning 
theory, a model which integrates the major pathways of phobia acquisition. According the 
this theory (Bandura, 1977; cited in King et al., 1988), cognitive processes mediate the 
influence of environmental events upon the acquisition and regulation of behaviours.
According to cognitive theory (e.g. Beck, Emery, & Greenberg, 1985), anxiety (or a 
phobia) occurs when life events involving threat reactivate threat-oriented cogmtive 
schemas formed in childhood during a threatening and stressful experience. These schemas 
contain dysfunctional assumptions about oneself, the world, and the future. These then 
give an idea about the world or the circumstances one is in which provoke feelings of 
insecurity and anxiety. This theory is supported by evidence which shows that anxiety is 
associated with a threat-sensitive cognitive style but is even more greatly supported by the 
results of treatment outcome studies which are based on this theory (Carr, 1999). Such 
treatments, however, are not purely cognitive. As their name, cogmtive behavioural 
therapies (CBT), suggests, they combine cognitive concepts with behavioural ones. CBT is 
another umbrella term which may include behavioural, social learning, and cogmtive 
theories under one approach.
The fourth and last major theory to be mentioned is systems theory. It is relatively the 
youngest of all approaches. It began with a biological conception and proceeded to a focus 
on interactive relationships in the 1940s. Ideas about mutual causality (e.g. in neurology)
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led to a new way of looking at family relationships and patterns of interaction. This led to a 
hypothesis that families have characteristic maladaptive modes of communication and that 
the ‘identified patient’ brought for treatment serves to maintain ‘homeostasis’ of the 
particular family system. The main thrust of the theory has been to deflect professional 
treatment from the symptomatically anxious child to the family, which is viewed as the 
unit of dysfunction (Klein & Last, 1989).
Unlike all the other theories, family system theory or the systemic approach does not have 
a theory solely formulated to explain phobias or any other psychiatric diagnosis. Instead, 
and in keeping with its philosophy, all ‘problems’ are seen in the context of the wider 
system. By doing this, the focus is taken away from the ‘patient’ or what might have been 
the presenting problem, and the emphasis is shifted onto the family dynamics. Intervention, 
therefore, involves working with the family whenever possible.
This paper will focus on the cognitive behavioural and systemic theories next, going into 
more detail about what they can and can not account for as well as what evidence is 
available to as%K^bofiivknv& rhecogpfrf^andlxfrKLvima2 ltha%k%svwfilæk)daxiat 
together as they are often combined in treatments. The choice not to look at the 
psychodynamic theory was mainly made because of the lack of sufficient research that 
would provide the evidence base. It was considered interesting to look at CBT and system 
theory as the two approach pathology from opposing perspectives: intra-mdividual vs.
child in context.
COGNITIVE AND BEHAVIOURAL THEORIES 
Conditioning Theories
Starting chronologically with the earliest, one of the first attempts to explain phobias from 
a behavioural perspective was the work of Watson & Rayner (1920; cited in Merckelbach
et al., 1996). Central to their work was the phenomenon of ‘aversive classical 
conditioning’: the pairing or the co-occurrence of a neutral (unconditioned) stimulus 
(UCS) with a highly aversive (conditioned) incident or stimulus (CS) which produces a 
fear reaction (unconditioned response, UCR), can lead to a similar (conditioned) fear 
response (CR) on consequent isolated presentations of the CS. Extinction then happens 
when the UCS is presented repeatedly in the absence of the CS. The UCR is then said to
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have been ‘unlearnt’ or extinguished. Watson & Rayner successfully created a phobia 
(CR) of rats in their famous case study ‘Little Albert’ by pairing a rat (CS) with a loud 
noise (UCS) which caused the child, Albert, to startle (UCR). Other researchers tried to 
replicate this result using other ‘neutral’ stimuli, such as wooden toys, to demonstrate the 
generalisability of the hypothesis but failed.
Classical aversive conditioning later proved not to be a sufficient explanation for phobias. 
Although it explained the physiological and subjective components of a fear reaction, it 
failed to account for the behavioural component, the persistent avoidance behaviour which 
often prevents extinction from happening. As a result, conditioning theory evolved into a 
‘two-stage’ or ‘two-factor’ theory first introduced by Mowrer (1960; cited in Merckelbach 
et al., 1996). But even this extension of the theory soon faced further criticisms (see 
Menzies & Clarke, 1995, for a full review) as it still failed to explain why: (1) specific 
fears are non-randomly distributed, (2) aversive experiences (UCSs) do not always give 
rise to specific phobias, (3) not all specific phobias can be traced to an UCS, and (4) 
phobics exhibit passive avoidance and not active avoidance of the UCS.
Various revised theories evolved out of the evaluation of the Mowrer’s classical 
conditioning model. The first one, the preparedness hypothesis (Seligman, 1971) 
mentioned earlier under biological theories as it is essentially a biologically oriented 
revision, tried to account for the first two points mentioned above. This theory introduced 
the concept of evolutionary relevance (or preparedness): (1) some stimuli would be more 
readily ‘prepared’ to become associated with aversive outcome and develop into a phobia; 
and (2) and stimuli which do not have this property would be more difficult to get 
associated in that same way (see Ohman, 1993, for a review of the relevant literature). As
mentioned earlier, however, the hypothesis is still being disputed. Some authors (e.g. 
McNally, 1995; cited in Merckelbach et al., 1996) have criticised the ‘adaptationist’ 
assumption that underlies the preparedness hypothesis saying it is difficult to determine the 
evolutionary relevance of various stimuli. Other critics (e.g. Merckelbach & de Jong, 1996, 
cited in Merckelbach et al., 1996) have emphasised that several studies have failed to
replicate the basic findings of Ohman and colleagues.
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Learning Theories
Another more elaborate revision of the conditioning model was Eysenck s incubation 
(Eysenck, 1979; cited in Carr, 1999). It was developed to overcome difhculties 
which simpler hypotheses faced. This model was a combination of classical conditioning 
and preparedness. A single pairing of a neutral object (CS) with a feared object (UCS) 
produces anxiety (UCR). Subsequent presentations of CS then, through process of 
incubation (positive feedback process), reinforce and lead to an increase m fear processes, 
all of which happens outside cognitive control (Carr, 1999).
Around the same time as Eysenck’s work, the conditioning theory was starting to fall out 
of favour. One of the main criticisms it failed to address was that phobics did not always 
recall, or indeed experience, an aversive or traumatic event to mark the onset of their 
phobia. As a response to this and other criticisms, Rachman (1977; cited in King et al.,
1998) put forward a new theory that tried to account for this discrepancy: the three- 
pathways theory to fear acquisition. He identified two new pathways to the acquisition of 
phobias. In addition to direct conditioning, he emphasised the role of vicarious learning 
(e.g. observational learning, modelling) and that of transmission of information and/or 
instruction. The latter, as well as it being a phobia acquisition pathway, it fits the concept of 
reinforcement, as used in operant conditioning, and can be regarded as one of the 
maintaining factors of a phobia (King et al., 1998).
Rachman’s theory is still of interest to academics researching specific phobias and is being 
further developed all the time. Indirect acquisition pathways are still seen as very much 
relevant to children (especially young ones) given the amount of input significant others 
(such as carers, teachers, etc.) have in the first few years of a child’s life. There is a 
growing body of research looking at: (1) the role of different pathways in the development 
of different phobia types, for instance, animal phobia being more influenced by modelling 
and information than conditioning (Menzies & Clarke, 1993); and (2) the impact of having 
‘mixed’ pathways contribute to the aetiology of a certain phobia rather than one of the 
three, with suggestions that the more pathways, the more severe the phobia (Ollendick & 
King, 1991).
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A third revision of the classical conditioning, the S-S approach, was cognitively oriented. It 
suggested cognitive processes played an important role in fear conditioning. It highlighted 
differences between conditioning processes in animals vs. humans. In humans, 
conditioning was regarded more as happening through S-S learning rather than S-R, a 
cognitive process during which the person learns that a CS predicts an aversive UCS. 
Rachman (1991; cited in Merckelbach et al., 1996) referred to this S-S approach as the 
‘neo-conditioning perspective ’. One of the strengths of this model is the introduction of the 
concept ‘latent inhibition’ to explains why it is difficult to condition fear responses to 
certain CS (especially previously famihar ones). It suggests that prior non-aversive 
experiences with the CS inhibit fear conditioning. Another strength is the concept of UCS 
inflation which attempts to explain the development of a phobia in the absence of a trauma.
It suggests, given a subject is exposed to pairings of a CS and a mild UCS which leads to 
weak conditioned fear response, all is needed to condition a phobia is a second experience 
where the subject learns that the UCS is more aversive than previously suggested. This will 
lead to an inflation of the UCS value as it is stored in memory and consequently the 
conditioned fear response will grow in strength (Merckelbach et al., 1996).
While the S-S approach answered many unanswered questions, Rachman himself (1991; 
cited in Merckelbach et al., 1996) warns that it is “too liberal... it lacks limits and there is 
little that it disallows” (p. 169). Merckelbach et al. suggest a further sophistication of the 
model is required. However, what the S-S approach probably did best was pave the way 
for the introduction of cognitions and cognitive notions to a field which so far has been 
very exclusively behavioural.
From the above discussion, none of the described paradigms on its own appear to offer an 
adequate explanation of both phobia acquisition and maintenance. A comprehensive 
behavioural model was required to integrate the ‘major pathways’ of phobia acquisition 
(King et al., 1988). Social learning theory attempts that. According to this theory, cognitive 
processes (discussed next) mediate the influence of environmental events upon the 
acquisition and regulation of behaviours (Bandura, 1977; cited in Herbert, 1998). The 
emphasis upon cognitive mediation is important as behavioural theories have been 
criticised for their disregard of cognitive processes. Social learning theory also emphasises 
that learning occurs within a social context. It suggests a strong reciprocal influence and
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relationship between behaviour and environment. This also starts to introduce some 
systemic (will be discussed later) ideas into the equation.
The application of social learning theory is referred to as Behaviour Therapy (Herbert,
1998). It may incorporate various techniques which have emerged from the various 
integrated theories. Examples of such techniques are systematic desensitisation (classically 
conditioned responses are unlearned through specific counter-conditioning procedures) and 
modelling (based on vicarious conditioning principles). This work is supported by many 
studies (e.g. King et al., 1988) which attest to its usefulness. However, the research also 
point to some varying factors such as the age of children. In more recent years, cognitive 
components (e.g. verbal self-instruction training) have been added to such treatment 
protocols to complement the work. This has mainly been caused by the emerging evidence 
from research to the efficacy of such cognitive techniques. This combination of treatment 
is known as cognitive behavioural therapy (CBT). Laboratory studies and research (e.g. 
Graziano and Mooney, 1982; cited in King, 1993) attest to the efficacy of this integrative 
approach which in turn is good evidence to support the theoretical rationale behind it. 
Finally, the application of social learning theory with its systemic connotation is referred to 
as behavioural family therapy. This may entail involving the parents as co-therapists or 
working with parents on their own phobias. Unfortunately, there has been little systematic 
evaluation of this therapy in the treatment of children’s phobias. Therefore more work is 
needed in this area (King & Ollendick, 1997).
Cognitive Theories
According to Beck’s cognitive theory, anxiety occurs when life events involving threat 
reactivate threat-oriented cognitive schemas formed early in childhood during a threatening 
and stressful experience (Beck et al., 1985). These schemas contain assumptions about the 
dangerous nature of the environment as well as entailing cognitive distortions such as 
minimising safety-related events and maximising threat-related negative events. This leads 
to avoidance of the dangerous environment. Avoidance would then minimise direct and 
prolonged contact with the phobic object and phobic children would not have the 
opportunity to learn that the CS is a neutral object and does not predict danger 
(Merckelbach et al., 1996). A modem version of Mowrer’s two-stage model (Malloy and 
Levis, 1988; cited in Merckelbach et al., 1996) suggests that avoidance behaviour is
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responsible for the conservation of phobic fears. This theory offers what seems to be a 
valid account of phobia maintenance.
However, extensive research in the early 1990s (for reviews, see McNally, 1995; cited in 
Merckelbach et al., 1996)) suggests other psychological processes contribute to the 
conservation of a phobia. In the case of specific phobia, most researchers agree phobic 
patients show evidence of dysfunction in attentional and inferential processes which are 
tied to specific stimuli (e.g. the word spider in case of a spider phobic subject).
Cognitive Therapy which is the practical application of Cognitive Theory is rarely, if ever, 
used with young phobic children. These techniques have been shown to work better with 
an older age group who can understand the concepts, some of which are abstract, better 
(King & Ollendick, 1997). As a result, some age-appropriate concepts are chosen and 
incorporated into integrative treatment plans (i.e. cognitive behavioural therapy, discussed 
above).
FAMILY SYSTEMS THEORIES
A number of ideas crucial to the development of family systems thinking were elaborated 
by Bateson (1948; cited in Jones, 1993). Concepts from the study of cybernetics (the study 
of self-regulating systems) were used to explain interaction in human systems. These 
include the concepts of information, circularity, and feedback. According to Bateson, 
human systems are more adequately described in terms of information / communication 
rather than in terms of energy (‘stimulus and response’ rather than ‘cause and effect’). 
They are regarded as showing circular interaction, eliciting feedback and eliciting it in 
relation to those significant others with whom they interact. The idea of feedback then 
offers an explanation of how human systems remain stable or change. Systems theory has 
evolved since Bateson but the main central concepts mentioned above have remained 
unchanged. This paper will not go into detail about the different theoretical nuances as it is 
impossible to do them justice in the space given and will therefore refer to the main ones.
There is no well-articulated integrative theory about the role of the family and the 
socialisation process in the aetiology of anxiety. However, a number of hypotheses from 
diverse sources (see Carr, 1999) may be drawn together to offer such explanation.
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Children, according to Bolton (1994; cited in Carr, 1999) probably develop anxiety 
problems when they are “socialised in families where significant family members elicit, 
model, and reinforce anxiety-related beliefs and behaviours. Furthermore, family lifecycle 
transitions and stressful life events with the onset of clinically significant anxiety problems. 
These problems are maintained by patterns of family interaction and reinforce the child’s 
anxiety-related beliefs and avoidance behaviour”. The anxious child acquires the 
significant family member’s anxiety not by modelling, as some learning theorists would 
say, but through the type of communication he or she receives. This formulation has been 
applied especially to childhood separation anxiety and school phobia (Eisenberg, 1958; 
cited in Klein & Last, 1989)). The family member is believed to communicate to the child 
that indeed much is to be feared when he or she is away from them. Their goal in sending 
this message would be to keep the child with them to assuage their own anxieties. When 
the child becomes symptomatically so anxious that he or she cannot separate, the family 
member, usually the mother, has then been fully effective in her communication.
Family therapy is the practical application of this theoretical model. It aims at supporting 
the parents and the child in creating opportunities within which the child can develop the 
skills required to confront and master feared situations. This may involve helping the 
family reframe their difficult circumstances in more positive or realistic way to facilitate 
better coping. Special attention may be given to faulty communication patterns and looking 
for ways of mending them. The therapy may also adopt ideas from behaviour therapy, for 
instance, and show the parents ways in which they can help their child, sometimes 
coaching them in anxiety management techniques such as relaxation and exposure. This is 
a continuation of a theme that the reader may have already picked up on in this paper and 
that is the increasing practice of integrating therapies which was seen in CBT.
There is controversy surrounding what non-behavioural family therapy entails exactly. Of 
the main difficulties is in relating family patterns functionally to the syndrome specificity 
of the referred problem. Another difficulties is in bringing about change and, most 
importantly, evaluating such change. Herbert (1999) describes how due to the high level of 
abstraction involved in formulation most non-behavioural family therapy processes, it 
becomes difficult to define operationally the key independent treatment variables which 
may have facilitated change. Therefore, little if any studies have evaluated systemic family
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therapy in its pure form in the way other therapies described earlier have been scrutinised, 
using controlled experimental designs. Having said that, there is a small but growing body 
of research which points to the effectiveness of family interventions in the treatment of 
anxiety disorders. The term ‘family interventions’ not specify exactly what techniques 
were used, therefore making it difficult to support the theory from which the techniques 
may have been derived.
The main strength of this theory seems to be the emphasis it gives for contextual factors in 
the acquisition and especially maintenance of phobias. All the other theories which have 
been reviewed seemed not to pay this area enough attention. However, it seems logical to 
think that contextual and environmental factors would be of greater importance when 
working with children as, unlike adults, they tend depend and rely more on the systems 
they are part of.
CONCLUSION
This paper reviewed the main theories of childhood phobias and addressed some of their 
strengths and limitations. The behavioural theories seemed to be the most influential and 
most researched. There was a lot of evidence coming from laboratory experiments and 
studies which suggested the techniques or therapy based on those theories was efficient. 
The more recent literature, however, suggested that pure behavioural approaches and their 
application were falling out of favour and a trend towards integrating various approaches 
was noted. This seemed like a logical progression as no one theory was able to account for 
all factors involved in the acquisition and maintenance of childhood phobias. There was 
also a lot of empirical support for the therapies which were emerging from the integration 
(e.g. CBT). In clinical settings, integration of theories seems to be the trend too. The 
diversity of presenting problems and idiosyncrasies in symptomatology must have been the 
driving force behind this move. This trend seems to be equally supported by an increasing 
difficulty emerging from the classification of childhood psychopathology and the use of 
diagnostic categories. Despite interesting correlation that make for clusters or 
constellations of psychological problems, the vast majority of childhood ‘disorders’, as 
Herbert (1994) suggests “can not be viewed as disease entities”.
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The diagnostic categories are indispensable, however, when it comes to research. Terms 
which are generally agreed on are needed for comparing, referring to, and generalising 
from research studies. More evidence is certainly needed to evaluate the more complex 
integrative treatment protocols which have been emerging in the last few years. This 
ideally would come from studies which main aim is to evaluate the effectiveness of such 
treatments and further inform clinicians’ understanding of childhood pathologies in general 
and the factors involved in their development and maintenance.
To end, it is worth noting that what most of the theories failed to address was how to 
develop preventative measures and strategies. As mentioned in the beginning of this paper, 
some specific phobias are more common at certain ages than others. Given this knowledge, 
more work is needed on targeting those which are most common and have further 
implications for the child’s wellbeing such as school phobia which may interfere with a 
child’s opportunity to learn. Spence (1994) reviewed the current state of affairs relating to 
preventative strategies in mental health in general and in relation to children’s maladaptive 
fears and anxiety disorders more specifically. She concluded that designing preventative 
interventions for children’s fears and phobias would necessitate a thorough understanding 
of the aetiology of these conditions and an awareness of the variables that determine their 
persistence. This brings us a full circle back to aetiology and the importance of formulating 
a verifiable account of childhood pathology. Unfortunately, it seems like we are still some 
way away, though working towards, achieving that.
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Discuss the difficulties of distinguishing depression and early 
stage dementia and evaluate ways in which these difficulties
might be addressed.
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INTRODUCTION
The dementias and depression are the two most common major mental health 
problems encountered in older people. Prevalence rates vary between studies but the 
following are more or less cited in most studies: 19.5% for depression (e.g. Gurland & 
Cross, 1982) and 5% for dementia in over 65s and 20% in over 80s (e.g. Livingston & 
Hinchliffe, 1993; cited in Woods, 1999).
The diagnosis of dementia (moderate and severe) is thought to be relatively clear cut 
as it is highly distinguishable by a significant deterioration in cognitive function. 
However, a definitive diagnosis differentiating between certain types of dementia is 
still somewhat difficult to ascertain during life. Neuro-pathological examination of the 
brain is essential in confirming most types. As a result, many forms of dementia are 
still being diagnosed by exclusion (e.g. Alzheimer’s Disease) and a definite diagnosis 
can only be confirmed post-mortem (Woods, 1999a).
In the early stages of dementia (mild), reaching a diagnosis is less clear cut. Mild 
cognitive impairment is more difficult to diagnose as it raises questions regarding the 
boundaries between normal ageing and dementia. Cohen (1996) suggested a 
continuum with arbitrary cut-off points. A diagnosis is therefore often based on setting 
a threshold of rate of change. However, this procedure is not problem-free. Most 
instruments used for cognitive assessment are not sensitive for differences in pre- 
morbid intellectual function and education (Woods, 1999b) which may lead the 
clinician to form a false opinion.
Another difficulty often faced when diagnosing ‘mild dementia’ is the existence of 
other disorders which are known to mimic dementia (e.g. cognitive impairment) in 
their presentation. These are known as pseudodementias, with depressive 
pseudodementia (due to depression) being the most common type.
With the growing size of the elderly population, the above conditions are receiving a 
lot of attention from scientists, clinicians, and researchers. New treatment 
interventions, mainly pharmacological, have been advanced in the last few years 
which make it crucial to make a differential diagnosis between depression and
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dementia as this will have serious implications for prognosis and treatment. However, 
a differential diagnosis in not usually easily reached and is often complicated by both 
the similarities with which the two disorders present and the high co-morbidity rates 
which have been reported (e.g. Alexopoulos & Abrams, 1991). As a result, this 
diagnostic question has become one of the most common reasons for referral to 
mental health services for older people.
This paper will be addressing the above differential diagnostic question, specifically 
discussing the difficulties mental health professionals face in trying to answer it and 
evaluating ways in which these difficulties may be addressed. It will start by 
introducing both Dementia and Depression in older adults, pose the question, discuss 
some ways which have been found useful in assisting with the differential diagnosis, 
evaluating them as they come up, and finish with a summary and a conclusion.
TYPES OF DEMENTIA
Dementia is a neurological condition characterised by cognitive, emotional, and 
psychomotor disturbances and belongs to a group of organic syndromes seen in the 
later part of life (Gottfries et al., 1991). Dementia is also seen in early and middle 
adulthood. The focus of this paper, however, will be the dementia of old age.
A simple definition of dementia has been offered by Lishman (1987; cited in Morris,
1999) who described it as “a disease [characterised by] a global deterioration in 
mental functioning in an otherwise alert patient”. This definition stood the test of time 
as it still encompasses many common causes of dementia (Table 1.). Ten years later, 
Folstein (1997) redefined dementia as “a syndrome characterised by a deterioration in 
multiple cognitive functions”. This later definition was almost identical to Lishman’s 
except that it identified dementia as a syndrome rather than a disorder. This change in 
terminology was needed to account for the different types of dementia with different 
aetiologies (Table 1.); identifying dementia as a clinical syndrome, or a constellation 
of symptoms, independent of the aetiology (Gottfries, Blennow, &Wallin, 1991). As it 
can be seen in both definitions, cognitive impairment is highlighted as characteristic 
of dementia, putting less emphasis on the emotional and psychomotor aspects.
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Table 1. Possible causes of dementia (from McKeith, 1994)
Degenerative Alzheimer-type dementia; Lewy body dementia; Parkinson’s disease; 
Non-Alzheimer dementia of frontal lobe type; Pick’s disease; 
Huntington’s disease
Vascular Multi-infarct dementia; Lacunar state; Binswanger’s disease
Following neurological insult Dementia pugilistica; Following open or closed head injury; Cerebral 
anoxia
Infective AIDS-dementia complex; Creutzfeldt-Jacob disease; Neurosyphilis
Toxic Alcohol-related dementia
Space-occupying lesions Chronic subdural haematoma; Primary or metastatic intracranial 
tumour
Metabolic Hypothyroidism
Other Normal Pressure hydrocephalus
A dementia can be either primary or secondary. It is considered ‘primary’ when its 
aetiology is mostly organic. Primary degenerative dementia (Table 1.) is the most 
frequent type of dementia (Korczyn, 1991) with Alzheimer’s Disease (AD) and 
Vascular Dementia (VD) the most common in this category (80-90% together, with 
AD accounting for most of this figure; Rosenstein, 1998). Table 2. is a summary of 
the main types of primary dementia, their clinical features, and their course of 
development.
Table 2. Primary Dementia (From Meesters, 2000)
Clinical features Development /  Course
Alzheimer’s Disease
P ick’s Disease
Lewy Body Dementia
Frontotemporal
Dementia
Vascular Dementia
Creutzfeldt-Jacob ’s 
Disease
Cognitive decline; Memory failure; 
Dysphasia
Behavioural disturbance; Isolated skills 
preserved; Memory preserved; Unilateral 
atrophy on scan
Fluctuating cognition; Complex visual; 
Hallucinations; Depression; Parkinsonism; 
Prominent frontal symptoms
Behavioural disturbance; Mood disorder; 
Orientation maintained; Rigidity; 
Stereotypy; Language disturbance; 
Neurological/neuropsychological 
abnormalities; Bilateral atrophy on scan
Cognition variable; Insight; Depression; 
Neurological signs (CVA, TIA)
Cognitive decline; Memory loss; 
Myoclonic jerks; Characteristic LEG
Slow, insidious ;
Onset age 50-70
Very slow, insidious;
Onset age 40-60
Slow, insidious 
Onset age 50-70
Slow, continuous
Onset age 45-65
Indications for genetic pattern
Sudden onset; Variable course 
Onset age variable; Mostly men
Fast course; Onset age 60+ 
Sporadic / familial
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This paper will mainly look at AD when reviewing the literature as it is the most 
common and most researched type of dementia. The literature also shows (e.g. 
Alexopoulos & Nambudiri, 1994) that in the differential diagnosis of dementia and 
pseudodementia (the question this paper is addressing), degenerative dementia of the 
Alzheimer type appears to be the single most difficult disorder to distinguish from the 
depressive pseudodementia. Table 3. gives the diagnostic criteria for AD (APA, 
1994). The difficulty usually arises with the first two criteria (A&B) as they can also 
be observed in depression.
Table 3. Diagnostic criteria of Alzheimer’s Disease (DSM-IV; APA, 1994)
A. The development of multiple cognitive deficits manifested by both:
(1) memory impairment
(2) one (or more) of the following cognitive disturbances:
(a) Aphasia
(b) Apraxia
(c) Agnosia
(d) Disturbance in executive functioning
B. The cognitive deficits in criteria A1 and A2 each cause significant impairment social or 
occupational functioning and represent a significant decline form a previous level o f functioning
C. The course is characterised by gradual onset and continuing cognitive decline
D. The memory and other cognitive deficits are not due to any of the following:
(1) other central nervous system conditions that cause progressive deficits in memory and 
cognition
(2) systemic conditions that are known to cause dementia
(3) substance-induced conditions
E. The deficits do not occur exclusively during the course of a delirium
F. The disturbance is not better accounted for by another disorder
A dementia is known as ‘secondary’ when it is secondary to another disease (e.g. 
Parkinson’s, Huntingdon’s). Both primary and secondary dementia are progressive 
and non-reversible. A third type of dementia, ‘Pseudodementia’ was first termed by 
Kiloh (1961; cited in Sachdev & Kiloh, 1994). It was described as a syndrome in 
which dementia was mimicked by a functional disorder, usually psychiatric (Wells, 
1979). The term describes the cognitive impairment(s) which accompany certain 
disorders (see Table 4. for a list), suggesting the cognitive impairment is a function of 
that disorder and will resolve once the functional disorder is treated (i.e. mostly non­
progressive and reversible.
Much controversy surrounds the term ‘pseudodementia’ and its use has been debated 
over the last three decades. Many argued the term was misleading and implied the
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cognitive impairment in depression was not ‘genuine’. Others argued a separate term 
was needed to differentiate ‘depressive’ pseudodementia from the other 
pseudodementias (see Table 4.). As a result, the two terms are often used 
interchangeable (e.g. Pitt & Yousef, 1997). This paper will use the terms to refer to a 
clinical picture of dementia that is due to depression.
Table 4. The three categories of dementia (From Meesters, 2000)
Primary Dementia ■ Alzheimer’s Disease (AD) ■ Frontotemporal Dementia
Pick’s Disease Vascular Dementia (VD)
Lewy Body Dementia ■ Creutzfeldt-Jacob Disease
Secondary Dementia Significant strokes ■ Prion Diseases
■ Parkinson’s Disease ■ AIDS
■ Huntingdon’s Disease ■ Head Injuries
Pseudodementia ■ Depression ■ Intoxication
■ Head Injury ■ Mimicry
■ Infections
DEPRESSION IN OLDER ADULTS
Depression is another common condition in old age. Katona, Freeling, Hinchcliffe, 
Blanchard, & Wright (1995) have described it as a “state of pervasive and persisting 
lowering of mood accompanied by reduced enjoyment and negative thinking which may 
include thoughts of worthlessness, guilt and hopelessness”. Depression in old age does not 
differ widely in its presentation (same diagnostic criteria apply, DSM-IV) from early 
adulthood depression although its diagnosis in old age can be complicated by various 
issues, one of which is the differential diagnosis of dementia. The cognitive impairment 
which can accompany depression, be it mild or more severe, can mask, complicate, or give 
an unusual quality of the underlying mood disorder (Pitt, 1986) which in turn can make the 
issue of diagnosis more difficult.
Other complications include the more frequent occurrence of depression related 
symptoms (e.g. fatigue, sleep disturbance) in older people even in the absence of 
depression (Kivela and Pahkala, 1988; cited in Katona et al., 1995). Another is the 
debatable reluctance of older people to present with mental problems and their 
tendency to describe their distress in physical terms (e.g. pain; in Brodaty, Peters, & 
Boyce, 1991; cited in Katona et al., 1995). In the older generation, the symptoms of
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depression and chronic physical illness are often intertwined rendering the mood 
disorder to be missed sometimes.
The above points imply that depression in that age-group may therefore be under­
represented, either because it goes undiagnosed or actually misdiagnosed (Ruegg, 
Zisook, & Swerdlow, 1988). Either way, there is growing interest in developing better 
and more reliable ways of diagnosing it, using tools that are validated specifically on 
this age group (e.g. The Geriatric Depression Scale -  GDS; cited in Kaszniak & 
Christenson, 1994). There is also growing interest in developing more effective ways 
of differentiating between depression and dementia.
DIFFICULTIES IN DISTINGUISHING DEPRESSION AND DEMENTIA
When making a differential diagnosis of dementia and depression, it is worth bearing 
in mind the different possible diagnoses that have been discussed in the literature (e.g. 
Kaszniak & Christenson, 1994). Firstly, depression can be diagnosed as a primary 
condition, with or without cognitive impairment. Secondly, the depression can be 
identified as a depressive pseudodementia, marked by cognitive impairment and 
presenting in a way that resembles early stage dementia. Thirdly, and related to the 
last point, is a diagnosis of dementia which, in its early stages, may or may not have 
presented like a depression, with no significant cognitive impairment. Lastly, is a 
diagnosis of co-morbid depression and dementia (including depression which 
secondary to a dementia.. These categories are by no means exclusive and in reality 
the work of the clinician is further complicated by the fact that both depression and 
dementia vary in their presentations.
Of all the dementias, Alzheimer’s Disease (AD), being the most common of the 
dementias, is the one that most studies have looked at. For this reason, due to the 
abundance of the literature, this paper will mainly be referring to it, unless otherwise 
specified.
The question of differential diagnosis is one that has and is still getting more interest 
from clinicians and researchers alike because of the new advances in treatments for 
both conditions. Making the correct diagnosis and instituting appropriate treatment is
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therefore crucial and may be regarded as “a matter of life and death” (Ruegg et al., 
1988). The growing interest in the area has been welcomed as estimates of inaccurate 
diagnoses are on the decrease. In 1980, the National Institute on Ageing Task Force 
(cited in Kaszniak & Christenson, 1994) quoted a range of 10% to over 50% (mostly 
false negatives) of inaccurate diagnoses. Ten years later, Kukull et al. (1990b; cited in 
Kaszniak & Christenson, 1994) reported a decrease to 0% to 30% (mostly false 
positives), as validated by autopsy or biopsy. This can partly be accredited to the more 
recently developed specific criteria for the diagnosis of AD. Next, the difficulties 
which clinicians face when making such a differential diagnosis (some of them have 
already been briefly mentioned) will be discussed in some detail.
In a review of the literature, Kaszniak & Christenson (1994) identified three main 
areas where difficulties in distinguishing depression and dementia may arise. The first 
one is the association of memory complaints (memory impairment being a hallmark of 
AD) with both normal ageing and depressive symptoms. Research (e.g. Zelinski, 
Gilewski, & Thompson, 1980; cited in Kaszniak & Christenson, 1994) using 
questionnaires has shown that older adults complain of memory difficulty more 
frequently than do younger adults. Kaszniak & Christenson (1994) therefore 
suggested subjective or self-report methods of memory problems might not be a valid 
nor reliable predictors of objective memory task performance. Gilewski and Zelinski 
(1986; cited in Kaszniak & Christenson, 1994) suggested using this same finding to 
assist with differential diagnosis by comparing subjective and objective measures of 
memory problems. The suggestion was that patients (the term patient will be used 
throughout as it is the term used in the research) with AD would overestimate their 
memory ability and vice versa.
Another (second) area is the overlapping clinical signs and symptoms in both 
conditions together with problems in identifying depression in cognitively impaired 
older adults. Considerable difficulties are encountered when assessing for depression 
in older adults with known or suspected cognitive impairment. For example, memory 
difficulty, agitation, disrupted sleep-wake cycle, and personality changes such as 
apathy and increased dependency are classical symptoms of AD that may be mistaken 
for depressive signs of poor concentration, decreased interest, changes in psychomotor
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activity, sleep disturbance and fatigue. There is also evidence to suggest that 
depression-related symptoms may be common in the early stages of AD and may 
occur in the absence of the full syndrome of clinical depression (Burke et al., 1988; 
cited in cited in Kaszniak & Christenson, 1994).
Caution should be used when using standard depression screening questionnaires to 
assess patients suspected of having a dementing illness. If  they have impaired 
cognitive and/or functional abilities, they will be less likely to complete the 
questionnaires satisfactorily. This may lead to a low score on the questionnaires and 
consequent overdiagnosis of depression (Cummings, 1989; cited in Kaszniak & 
Christenson, 1994). To avoid this, it is recommended to use tools which have been 
specifically developed for use with older adults. The Geriatric Depression Scale is 
one. It has been shown by some studies to be reliable and valid for the assessment of 
depression in the elderly (Parmelee et al., 1989; cited in Kaszniak & Christenson, 
1994). Other studies showed it can possibly be affected by patient bias (Kaszniak & 
Christenson, 1994). To overcome this, the authors suggested complimenting and 
verifying the obtained results with information collected from other sources such as 
history, carers’ reports, and direct clinician observation (especially of behavioural 
features).
EVALUATION OF WAYS IN WHICH DIFFICULTIES MIGHT BE 
ADDRESSED
As early as 1979, Wells proposed a list of clinical features that can be used to 
differentiate between pseudodementia and dementia. Such features included clinical 
course and history, complaints and clinical behaviour, and clinical features related to 
memory, cognitive, and intellectual functioning. At the time, Wells’ findings were 
very influential. In the years that followed, Well’s criteria have been put to the test 
over and over again. In 1992, in a paper reviewing the literature on Wells’ work, 
Desrosiers highlighted that many, if not all, of Wells’ features have not been validated 
and suggested this need be done soon because there was an urgent need for such 
indicators to assist in the differential diagnosis, given the limitations of other means 
(e.g. laboratory tests, neuroradio logical investigations).
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Based on a review of the literature (1979-1986), Kretschmar, Kretschmar, & 
Stuhlmann (1989) submitted a revision of Wells’ clinical features. Other authors (e.g. 
La Rue, 1992 and Kaszniak & Christenson, 1994) have done the same. Table 5. is a 
combination of those and others. Many of these guidelines are still in use today. It is 
important, however, that their differential power is limited to assisting in raising or 
lowering the suspicion of dementia / depression and not in confirming diagnosis. They 
are best used in conjunction with other tools, preferably inter-disciplinarily ones.
Table 5. Clinical differences: Dementia and Pseudodementia (from various sources;
e.g. Kretschmar et al., 1989; La Rue, 1992; Kaszniak & Christenson, 1994))
Depressive Pseudodementia________ Dementia____________________
History and course
■ Onset ■ Relatively rapid ■ Insidious
■ Duration ■ Usually short ■ Indeterminate
■ Past history ■ Depression likely ■
■ Family history ■ Depression or mania ■ Dementia in 50% cases
Clinical characteristics
■ Mood ■ Depressed ■ Blunted or irritate
■ Behaviour ■ Unresponsive ■ Distracted
■ Somatic symptoms ■ Fatigue, appetite disturbance ■ Sleep disturbance
■ Awareness o f memory 
problems
■ Often complains o f poor memory ■ Often unaware
■ Motivation ■ Gives up easily, is uninterested ■ Has a go
■ Response to questions 
requiring Concentration
Will say: “I do not know” Will confabulate / be unaware 
that answer is incorrect
Cognitive impairment
■ Pattern Fluctuating and uneven ability, 
worse on effortful tasks
■ More global, multiple 
impairments
■ Response to error ■ Highlights, aware o f  errors ■ Minimises, unaware o f errors
■ Consistency ■ Inconsistent ■ Consistent
■ Performance on complex 
tasks
Slow but successful Unsuccessful
Laboratory evaluation
■ CAT ■ Normal ■ Possible cortical atrophy
■ EEC ■ Normal ■ Slowing
■ DST ■ 50% non-suppressed ■ <10% non-suppressed
In clinical practice, one of the most used criteria in making a differential diagnosis 
between depression and dementia has been the differentiation between the two 
conditions based on information available regarding their onset and course. As 
mentioned earlier, a commonly used clinical criterion for primary degenerative 
dementia is the progressive deterioration of cognitive function. However, it has been 
reported that the clinical progression of this disorder may not be so predictable. Liston 
(1986; cited in Korczyn, 1991) discusses instances where the deterioration has been
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observed to stop for prolonged periods of time at different times rather than be 
relentless and homogenous throughout. Similarly, the onset of degenerative dementia 
has been known to be progressive. However, Liston (1986) again discussed variations 
in onset where it was acute rather than slowly progressive, possibly because of 
external confounding factors, such as drug induced delirium, intercurrent illness, or 
environmental changes. These two points highlight the uncertainty which exists in this 
area of work. Yet again, the variable nature of both conditions, in this case dementia, 
makes it increasingly difficult for clinicians to reach a conclusion.
Kaszniak & Christenson also commented on the overlap seen between depression and 
dementia in performance on standardised intellectual and neuropsychological tests. 
The areas of overlap identified were ‘slowing’ on cognitive tasks and ‘memory’. 
There was inconclusive evidence as to whether cognitive impairment was more likely 
in older depressed patients than in younger depressed patients. A point was made, 
however, that compared with AD patients, those with pseudodementia showed more 
severe depressive symptoms but milder cognitive deficits and fewer problems with 
everyday activities.
Specific patterns of, and qualitative features within, neuropsychological test 
performance have been reported to differentiate AD from pseudodementia. However, 
the results are inconclusive. Researchers who tried to identify a clear pattern of 
cognitive functioning in depression have failed to do so. As Rosenstein (1998) pointed 
out, there was great variability both between studies and within depressed samples 
that made it impossible to draw any conclusions. In a review of the recent neuro- 
cognitive literature (1990-1996) on the differential diagnosis of dementia and 
depression, Rosenstein (1998) highlighted that most of the studies into this topic were 
replete with inconsistencies. Table 6. is a summary of what Rosenstein’s review of the 
literature comparing AD with Depression identified as the most reliable evidence.
Table 6. and the information it provides can be very useful in differential diagnosis 
and Rosenstein did not deny that. The information provided can be particularly useful 
for a diagnosis based on refuting AD rather than supporting pseudodementia, due to 
the more detailed data on AD. When interpreting the data summarised in the table, it
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would be crucial for clinicians to acknowledge that such evidence on its own would 
not suffice for differential diagnosis. Typically, Rosenstein asserted, a detailed history, 
informant report and observation along with neurological examination, lab studies, 
and imaging (when necessary) would compliment results of neuropsychological tests. 
In addition to that, it is important to consider risk factors and demographics associated 
with both AD and depression.
Table 6. Summary of neuro-cognitive functioning in Alzheimer’s Disease and 
Depression (from Rosenstein, 1998)
Memory
Attention
Visuospatial
Functions
Language
Alzheimer’s Disease Depression
Executive
Functions
Reasoning
Sensory-Motor
Functions
Psychiatric
Symptoms
Impaired encoding and retention 
Very significant false positives & 
intrusions
Some decline in implicit learning of 
verbal & visuospatial info
May be reduced relative to controls 
Low average WMS-R attention / 
concentration
Forward digit repetition may be normal
Borderline WAIS-R BD/OA (early stage) 
Moderate impairment s/a (middle stages)
Impaired verbal fluency (mild in mild 
AD)
Low average to average vocab in mild & 
moderate AD
Impaired confrontation naming & 
comprehension
Slight decline in single word reading
Slowed psycho/graphomotor speed. 
Reduced problem solving & cognitive 
flexibility
Poor awareness of deficits
Verbal abstract reasoning WNL 
Decline to borderline range in moderate 
stages
Possible difficulty discriminating colours 
Normal prism-adaption Dyspraxia
Early personality changes 
Delusions and paranoid ideation 
Hallucinations and misidentifications 
Depressed or elevated mood 
Social withdrawal
Mixed reports re: recall (average to below 
average)
Good cued recall / recognition 
Good retention
No temporal gradient in memory 
functioning
WNL or slightly reduced attention 
functions
Normal controls > major depression > 
demented (on Digit Span)
Mixed reports -  generally WNL 
WNL language functions
Low average graphomotor speed 
Attentional set-shifting/psychomotor speed 
reduced relative to controls, but WNL 
Over awareness of memory problems
WNL intellectual functioning
Motor functioning slightly below 
expectations, but well WNL
Suffering
Sudden onset and quick progression 
Negative or empty response style during 
testing vs. the false +ve errors, etc. seen in 
dementia
Inconsistent performance even within the 
same domain
Kaszniak & Christenson (1994), when reviewing the evidence from 
neuropsychological test performance, discussed both the qualitative and quantitative 
aspects of neuropsychological testing. Of the qualitative ones, they talked about the
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role ‘effort’ in memory and ‘response style’ as potential discriminates between AD 
and pseudodementia. Firstly, they noted that cognitive processes (including memory) 
that are presumed to require greater effort are the ones generally most impaired in 
depression. The cited the work of Craik and McDowd (1987) who showed that recall 
required more processing resources (effort) than recognition. They suggested a 
comparison of recall and recognition memory task performance thus might be helpful 
in attempting to differentiate between mild AD and depression.
They also showed, using empirical evidence, that depressed patients showed a 
conservative response bias whereas AD patients showed the opposite, an abnormally 
liberal response bias. Again, they suggested this could have some clinical validity for 
the differentiation of AD and depression. At the end of their review, they reminded the 
reader that such evidence might not be used to provide definitive diagnoses, rather to 
increase or decrease evidence towards a diagnosis.
In a more recent paper, Robbins, Elliot, & Sahakian (1998) picked up on a point that 
Kaszniak & Christenson implicitly raised and that is the importance of not only 
quantitative data from neuropsychological testing but also qualitative ones. They came 
to the conclusion that the gross similarities with which AD and depression present 
neuropsychologically necessitate a search for more reliable qualitative differences. 
One of these differences was the reversibility of certain of the cognitive deficits 
associated with pseudodementia following recovery from depression. I f  the cognitive 
impairment improves following successful treatment of the depression, then a 
diagnosis of dementia would be better supported (Lundquist, Bemens, & Olsen, 
1997).
The last suggestion was not free from problems though. There was a growing body of 
evidence challenging the reliability of that statement. Some studies have shown the 
cognitive impairment to reverse after treating the depression, only for it to reappear 
again a few months, sometimes years, later in the form of a definitive degenerative 
dementing process (Alexopoulos & Nambudiri, 1994). This point was also identified 
by Kaszniak & Christenson (1994) in their review as the third area of difficulty when 
distinguishing depression from. They termed it as the ambiguity in the long-term
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prognosis o f patients with symptoms of both dementia and depression. They posed the 
question: does early stage dementia present in a way similar to depression, or does 
depression predispose to a dementing disorder? One proposal was that the two existed 
on a spectrum. Another was that depression was qualitatively different from 
depressive pseudodementia and that the latter was in fact dementia in its very early 
stages. Research (e.g. Devanand, Sano, Tang, Taylor, Gurland, Wilder, Stem, & 
Mayeux, 1996) supported that depressed mood moderately increased the risk of 
developing AD. Whether depressed mood is a very early manifestation of AD, or 
whether it increases the susceptibility through another mechanism, remains to be seen.
This point is still open to debate. It may be seen, on the one hand, as a solution to the 
differential diagnosis, encouraging clinicians to rely less on diagnostic certainties and 
more on their clinical observations, looking more for idiosyncrasies rather than 
generalisations. On the other hand, it may be considered an obstacle in the way 
towards a fuller understanding o f the conditions. It also throws a light on the co­
morbidity question. More evidence (Müller-Spahn & Hock, 1996, Rosenstein, 1998)
is accumulating to support the co-occurrence of both conditions (30-40% of patients 
with dementia also show signs of depression).
Co-morbidity presents yet another challenge for a differential diagnosis. Often 
clinicians aim to diagnose dementia vs. depression. Until recently, little was known 
about the co-occurrence of the two conditions. In such cases, the job o f the clinician is 
further complicated as it becomes more and more difficult to attribute some of the 
deficits to either conditions. In reality, a patient’s presentation is a product of the 
interaction between the two conditions. Especially in cases of early stage dementia, 
depression is much related to insight about the condition and adapting to the new 
diagnosis. Even when not diagnosed, older people may become concerned about 
changes they observe in their day to day functioning which they attribute to a 
dementing process themselves. The most common complaint is usually about 
memory. And, although memory changes are common in normal ageing, because of 
the stigma attached to dementia and the general misconception in many societies 
about its prevalence, the slightest observed changes can be very distressing to the 
individual. It becomes even more difficult when a dementing process is in fact starting
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as those individuals with co-morbid dementia and depression often present as much 
more impaired than they necessarily are (Ballard, Bannister, &Oyebode, 1996).
In a review of the literature, Ballard et al. (1996) reported an approximate prevalence 
rate of 20% of concurrent depression and dementia among clinical samples with lower 
rates in the community. Whilst this figure is significant, it is relatively small 
considering the much higher rate of depressive symptoms in dementia. As cognitive 
impairment is the most highlighted feature of dementia in the literature, little 
acknowledgement is made of the non-cognitive features of dementia, changes in mood 
being one of them (Alexopoulos & Abrams, 1991). Ballard et al. concluded that much 
more is yet to be known about the nature and course of depression in dementia 
sufferers, implying that it may be somewhat different from other forms of depression.
In clinical settings, such theoretical distinctions between different forms of depression 
become less important as the task at hand is to make a differential diagnosis that 
would inform management and treatment plans for patients. Those theoretical nuances 
become more implicit as the knowledge is integrated into the tools clinicians use to 
help them make the diagnosis. It is worth noting though that rarely do clinicians rely 
on one or two tools for such diagnosis. This is a thread which hopefully has come 
through this paper as by now it should have become clear that a thorough and detailed 
assessment is needed for a differential diagnosis.
Many questionnaires have been tested for their differential power between depression 
and dementia and some have been shown more useful than others. One of the more 
promising ones is a scale which was developed by Yousef, Ryan, Lamber, Pitt, & 
Kellett (1998). This new pseudodementia scale was created using 18 discriminating 
variables which were selected by principal component and factor analysis. The authors 
reported these variables to show high sensitivity (98%) and specificity (95%) in 
differentiating between organic dementia and depressive pseudodementia cases. They 
suggested the scale can be used clinically as a diagnostic instrument. The scale covers 
four main areas which include history, clinical data, insight, and performance. The 
authors note, however, that more research will need be done on this scale so that its 
validity can be assessed.
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Some instruments have also been developed to be used with informants. Whereas 
information collected from carers and family has always been useful in this area, until 
recently, no instrument has been developed for the differential diagnosis of psychiatric 
conditions. Lewis, Hinchcliffe, Katona, & Livingston (1998) reported on a new 
informant interview which they have found valid and reliable. They claim this 
instrument can distinguish between patients with dementia, those with depression and 
between both of these groups and controls with neither diagnosis.
Both instruments discussed above have recently been developed and it may be a 
matter of time before more is known about their limitations. They will have to 
maintain their validity and reliability in different populations and long-term. However, 
at the moment, they can be very useful tools which clinicians can draw upon during 
assessment.
CONCLUSION
In summary, the differential diagnosis of depression and dementia in its early stages 
has and continues to pose a challenge for mental health professionals. Both conditions 
can often be confused as they may present in similar ways. Depressed mood can often 
be observed in dementia and a range of mild to severe cognitive impairment can also 
be observed in depression. This is often complicated by various other factors. The 
most written about is the variations with which these conditions present. The literature 
has failed to draw definite pictures of either. Variations have been reported in the 
course, symptomatology, and neuropsychology of both conditions. Some 
commonalties have been found however and some of these have been presented in this 
paper.
Throughout this paper, it has become evident that for a differential diagnosis to be 
reached, clinicians have to draw on as many tools as they can. The knowledge 
available at the moment can be considered good although it can benefit from some 
improvement. However, a good clinician’s job would have to be the ability to bring all 
of this knowledge together in a fashion that would maximise the reliability of their 
decision. Emphasis would have to be placed on multi-disciplinary assessments 
whereby evidence is collected either to support or refute a hypothesis. Results of
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scans, for instance, can be combined with background information, observation, 
response to medication, and neuropsychological assessment to provide a somewhat 
reliable diagnosis.
More research is likely to be done in the near future as there is a growing interest in 
this area of work. As a result, more will be known about both conditions which will 
hopefully lead to more reliable methods of assessment. This advance will be very 
much welcomed by clinicians as it will have vast implications for management and 
hopefully quality of life for older people suspected of having either or both conditions.
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INTRODUCTION
Following brain damage, many patients are left with some form o f cognitive 
impairment or difficulty which can adversely affect their recovery, treatment, and 
consequently, ability to lead a normal life again (Robertson & Halligan, 1999). The 
degree and nature of the impairment usually depend on the severity and localisation of 
the damage. Cognitive rehabilitation utilises a variety o f procedures, based in 
cognitive neuropsychological theory and research, to improve or restore some of the 
resulting compromised abilities or skills.
Neglect is a common neurological syndrome that may occur as a result of brain 
damage. It is a syndrome that still generates a lot o f interest among 
neuropsychologists and remains poorly understood. Many questions about its 
aetiology, course, and treatment, are still unanswered. Ellis & Young (1988) went to 
the extent of calling it ‘one of the most intriguing spatial disorders’. This paper will 
start by introducing and defining this syndrome and will then critically discuss the 
range of rehabilitation techniques available for its treatment or management.
NEGLECT
Definition
Neglect or neglect syndrome is a very broad term that can be used to describe a range 
of clinical presentations. The International Neuropsycho logical Society’s dictionary 
(Loring, 1999) offers a good definition for neglect as the “failure to attend or respond 
to visual, auditory, or tactile stimuli presented in the hemispace contralateral to a brain 
lesion that cannot be attributed to primary sensory or motor deficits”. Neglect is 
usually referred to as a syndrome as it may include the following presentations: (1) 
hemi-inattention or sensory neglect of stimuli contralateral to the brain lesion, (2) 
extinction, which is the same as hemi-inattention but only occurs when another stimuli 
is presented to the other hemispace at the same time (double simultaneous stimuli), (3) 
allochiria in which the sensation o f touch contralateral to the lesion is referred to the 
analogous location on the ipsilateral to lesion, (4) hemi-akinesia or motor neglect, (5) 
asomatognosia or denial o f body part, and (6) anosognosia or denial o f the hemiplegia 
or illness (Loring, 1999).
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Visual neglect (VN) is a term often used in the neuropsychological literature to refer 
to hemi-inattention. Other terms used are hemi-neglect, unilateral neglect, hemi- 
spatial neglect, and spatial neglect. As this paper is only discussing the rehabilitation 
of VN, this same term will be used from now on to refer to any o f the above terms 
when they are used in the various papers discussed.
VN can also be broken down into several dimensions as it may impair several 
different spatial domains. Robertson & Halligan (1999) describe four types of VN: (1) 
neglect o f personal body space, (2) peripersonal space or space within reaching or 
grasping, (3) extra-personal space when stimuli are beyond reaching, and (4) 
representational or imaginai space.
Clinical Presentation
In clinical practice, VN is primarily seen in patients with right hemisphere (RH) lesions, 
mostly following a stroke. In a study by Fullerton, McSheny, & Stout (1986; cited in 
Riddoch & Humphreys, 1994), VN was reported present in 49% of patients with RH 
lesions and 25% of those with left hemisphere (LH) lesions. However, it is well 
documented that left brain damaged patients recover more frequently and more frilly from 
VN than do right brain damaged patients (Robertson & Halligan, 1999). This may explain 
why more patients with left VN present to services. As most research has been done on left 
VN patients, for the purpose of this paper, the term VN will refer to left VN.
The clinical presentation of VN patients can be striking. Patients may search for an 
object such as their reading glasses over and over again on the right side, never 
checking once the other side. They may also eat the food on one half of their plates 
and ignore or fail to respond to visitors who approach them from the left side. The 
above examples describe what was referred to as ‘neglect for extra-personal space’. 
Other patients may shave or apply make-up only to one half o f their face, or show 
neglect o f ‘personal body space’ (Farah, 2000).
The most commonly used way o f detecting or assessing VN is through simple bedside 
tests. These include drawing and copying, reading, dividing a line in half (line 
bisection), and crossing out specific targets on a page (cancellation). On line bisection
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tasks, VN patients usually produce a mark that is displaced to the right. On 
cancellation tasks, they usually fail to cancel targets on the left side o f the page 
(Robertson and Halligan, 1999). The disorder seems even more striking when patients 
are asked to draw a picture or copy one that is presented to them. The drawings 
produced not only miss the left side of the picture, but can sometimes miss the left 
side of the various objects in the picture, even those presented in the right hemi-space 
(Kolb & Whishaw, 2001).
One final clarification is worth making. What is neglect ‘left’ of? Early accounts 
tended to assume ‘left’ referred to left o f patient’s midline or mid-sagittal plane 
(Marshall & Halligan, 1989; cited in Robertson & Halligan, 1999). More recent 
research (Halligan & Marshall, 1993; cited in Robertson & Halligan, 1999) suggests 
that the presentation of VN may involve several different frames o f reference such as 
retinal, head, trunk, and gravitational, though still acknowledging that body midline is 
probably one o f the most important frames of reference humans use.
Localisation and Theory
The most common lesion associated with VN is in the right inferior posterior parietal lobe. 
Other areas know to be involved are posterior and medial thalamus, basal ganglia, and 
frontal cortex. Those findings suggest that the visual attention system of the brain is best 
conceptualised as a network (Farah, 2000). Several network models have been put forward 
and the most well-known ones were by Mesulam (1981), Heilman, Watson, & Valenstein 
(1993), and Posner, InhofiÇ Friedrich, & Cohen (1987; all cited in Farah, 2000).
Another body of work on the aetiology o f VN makes no reference to brain anatomy at 
all. This is the literature on VN as a disorder o f spatial representation as opposed to 
spatial attention (e.g. Bisiach & Luzzatti, 1978; cited in Ellis & Young, 1988). 
Pizzamiglio, Vallar, & Doricchi, 1997). There is still a debate between proponents of 
both theories. Ellis & Young (1988) conclude that VN is a complex phenomenon 
involving a number of potentially dissociable aspects, therefore both theories have a 
place in explaining the range o f presentations. More recently, Farah (2000) argues that 
the question of whether VN is a disorder of representation or attention is a ‘non-issue’. 
She points to evidence in the literature which suggests that many o f the visual
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representations used for visual stimuli during perception are also recruited for mental 
imagery.
Related to the aetiology, are the diagnostic issues. Although generally VN is 
considered a disorder o f attention or inattention, it is very important to be aware o f the 
range of associated perceptual and sensory / motor factors that also influence the way 
in which the condition manifests itself (Robertson & Halligan, 1999). VN may, 
without close inspection, resemble primary sensory / motor disorders (e.g. visual field 
deficits such as hemianopia). The presentation is complicated further when patients 
present with both. And, since VN is often associated with RH lesions, and because the 
RH has a privileged role in certain types o f attention, VN is often associated with 
more general non-lateralised attentional deficits (e.g. selective attention and sustained 
attention). All o f this makes the role o f the clinician more complicated, trying to 
dissect and understand the various aspects a patient’s presentation in relation to what 
else may be going on.
REHABILITATION
The introduction of psychological theory to the field o f neurological rehabilitation can 
be traced back to the 1940s, to the work of Zangwill who described three broad 
approaches to rehabilitation: retraining, compensation, and substitution (Brooks, 1990; 
cited in Zomeren & Brouwer, 1994). These were rediscovered by later generations o f 
psychologists and are more or less the same principles that psychologists still adopt in 
cognitive rehabilitation today. However, cognitive rehabilitation did not generate 
much interest until the late 1980s. In 1988, the report o f the Medical Disability 
Society The management o f traumatic brain injury (cited in Wood & Fussey, 1990) 
pointed out that "despite the emphasis given to physical disability, cognitive and 
behavioural defects produce[d] the major morbidity following brain damage and 
impair[ed] the capacity o f individuals to return to work or maintain social activities’’. 
There was also an increased recognition that attentional deficits played an important 
role in hindering physical rehabilitation and occupational retraining (Zomeren & 
Brouwer, 1994). It therefore will come as no surprise that the rehabilitation o f hemi- 
inattentional disorders, including VN, is among the most researched areas of 
neuropsychological rehabilitation (Robertson, 1994).
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Given the amount of research in the area, one would assume rehabilitation o f VN is 
very successful. This does not seem to be the case. Lincoln (1991), in a review of VN 
rehabilitation, suggests that as yet, there is no well established treatment that ‘has been 
satisfactorily demonstrated to be effective in the remediation’ o f VN. Robertson & 
Halligan (1999) add that while what Lincoln concludes is for the most part true, more 
recent attempts have shown grounds for optimism.
Many VN patients show spontaneous recovery. In some cases the recovery is 
complete, in the majority o f cases it reaches a stage where only extinction can be 
observed, but in some other cases, it may stabilise in the form of chronic neglect 
(roughly after a period of six months or more after the onset o f the cerebral accident) 
(Làdavas, Menghini, & Umiltà, 1994). It is with this latter ‘chronic’ group that most 
of the studies have been carried out.
Calvanio, Levine, & Petrone (1993) suggested there are two general approaches to the 
rehabilitation of disorders such as VN. The first is impairment or transfer training and 
the second is task-specific or functional training. The first postulates that practice in a 
particular perceptual task (e.g. scanning left) will generalise to other similar tasks 
(treating the underlying problem). The second involves the repetitive practice of 
particular tasks (e.g. activities o f daily living) and will make an individual more 
independent (treating the symptom). The traditional approach to treating VN has been 
and remains the former, despite the lack of evidence for its efficacy. Some o f the 
criticisms o f this approach will be discussed in the next section which looks at the 
most popular, until recently, form of transfer training.
Early Attempts
Early attempts to rehabilitate VN started in the 1970s with the New York studies (e.g. 
Weinberg, Hiller, Gordon, Gerstman, Lieberman, Lakin, Hodges, & Ezrachi, 1977; cited in 
Zomeren & Brouwer, 1994) and were not necessarily based in theory. They were mostly 
based on clinical intuitions which considered VN a failure to Took left’. The aim was then 
to facilitate recovery by increasing the patients’ awareness of the condition and training 
them to reorient or ‘scan’ their left side. Robertson & Halligan (1999) provide a good 
description and review of these methods.
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Scanning training took on various forms. The basis for this approach was to try and 
build up the patient’s habit o f scanning left. The two most well-known procedures 
were the scanning board and end anchoring. In the scanning board procedure, patients 
were asked to follow with their eyes and point at a range of lights on a board as they 
lit up. More lights in the left visual field were introduced as the training went on to 
produce more and more leftward eye movements. The intention was that patients 
would eventually learn to look to the left without being reminded. End anchoring was 
used more for reading training. It involved placing a thick red ‘anchor line’ down the 
left side of a text. The patient was then asked to read the text slowly and not allowed 
to move on to the next line until they found the anchor at then end of every line. 
Again, the intention was that after a certain amount of training, a patient would start to 
voluntarily scan left.
Many attempts (e.g. Webster, Jones, Blanton, Gross, Beissel, & Wofford, 1984; cited 
in Robertson & Halligan) at evaluating the effectiveness of scanning training 
demonstrated task-specific improvements without any evidence of generalisation. 
Some single-case studies yielded positive results (e.g. Robertson, Gray, & McKenzie, 
1988; cited in Zomeren & Bouwer) but the difficulty remained when the same authors 
tried to replicate the results in a randomised controlled trial (RCT) (Robertson, Gray, 
Pentland, & Waite, 1990; cited in Zomeren & Bouwer). Although this is generally 
viewed as a negative result, some researchers have turned it round and highlighted the 
benefits of obtaining specific results on specific tasks (e.g. reading).
From a rehabilitation point of view, this approach also has its problems. Firstly, its effects 
have been shown to be time-limited. Secondly, it is time-consuming and is highly 
demanding on resources as the method requires the involvement of a therapist to act as an 
additional ‘dynamic cue’ (Robertson & Halligan, 1999).
More Recent Attempts
In the last 30 years, the study and rehabilitation of VN has seen an amazing level of 
interest. Researchers were not discouraged by the early negative results. On the contrary, 
the New York studies generated a lot of debate and various treatments were developed
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using some of the principles behind the early work. Below is a summary of most of the 
rehabilitation techniques (including non-cognitive ones) outlined in the literature for VN.
Limb Activation
Following the RCT in 1990, Robertson et al. concluded that training strategies for VN 
may be more cue-specific than previously suggested. They went on to suggest that 
training must be tied to specific cues that are likely to be present in the everyday life 
o f the trainee and Robertson & North (1992) eventually settled on the patient’s left 
arm as it would be present in all situations and therefore has the potential o f acting as 
a reliable cue. They developed a procedure whereby they trained a patient to use his 
hemiplegic arm as a perceptual anchor by placing it left o f the area in which they are 
working. They then revised this method and successfully trained three patients in 
‘contralesional limb activation’, a method where the patients had to press a switch 
within a predetermined time interval to prevent a ‘Neglect Alert Device’ from 
buzzing. This method was shown to improve VN and to be generalisable. However, it 
could not be used with all patients as it required some residual motor function in the 
hand.
Limb Activation procedures are based on the assumption that activation o f the left 
limb in the left hemisphere causes changes in lateral attention or spatial 
representation, which is possibly associated with reduction in inhibitory competition 
from the left hemisphere (Robertson & North, 1992). These procedures are still being 
used and further developed to this day. Robertson, Hogg, & McMillan (1998), in a 
single case study, found encouraging results when they applied this method to three 
tasks which were relevant to the patient’s everyday life: combing, navigating, and 
baking. However, the improvements, which were significant, were only confined to 
near peripersonal space and not to personal space nor far peripersonal space. Brown, 
Walker, Gray, & Findlay (1999) found even more mixed results. They observed a 
small reduction in VN during text reading but found no reduction o f VN on a digit 
reporting task. They concluded that limb activation appears to be beneficial in 
reducing VN, in some cases, on certain tasks, and that the reason for the dissociation 
between tasks is unclear.
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Auditory Feedback
Several types o f auditory stimulation have been used to reduce and modify VN, the 
most common being the therapist reminding the patient to ‘look left’ when they fail to 
find what they are looking for or where they are going (Robertson & Halligan, 1999). 
This approach has been evaluated more systemically (e.g. Fanthome, Lincoln, 
Drummon, & Walker, 1995) in the case o f eye movements. Fanthome et al. employed 
a RCT comparing eye movement (to the left) with auditory feedback (given through a 
bleep coming from special movement detection glasses). The results were 
disappointing as they did not show any significant difference in either eye movement 
or neglect performance between the experimental group and a control group who 
received no treatment at all. More recently, Kerkhoff & Heldmann (1997) used a 
similar method, incorporating the auditory feedback (this time coming from a 
therapist) on a visual search task with visual-spatial training (visual orientation 
discrimination using computers). Their results demonstrated only phase-specific 
(visual orientation during visual-spatial training and vice versa) improvements.
Trunk Rotation
The midline of the body has been shown to be one of the major frames o f reference 
that determines the relative extent of ‘left’ VN. Many studies have also shown that 
visual stimuli falling to the left or right of the body midline can determine whether or 
not they are detected. Based on these observations, trunk rotation to the left has been 
shown (e.g. Kamath, Schenkel, & Fisher, 1991) to significantly reduce left neglect. 
More recently, Colliot, Ohlmann, & Chokron (2001) failed to replicate those results. 
However, Wiart, SaintCome, Debelleix, Petit, Joseph, Mazuux, & Barat (1997) 
combined trunk rotation with scanning training and found significant and long-lasting 
improvements with some evidence of generalisation of function. Robertson & 
Halligan (1999) suggested this might be the way forward in combining theoretically 
important ideas with clinically relevant methods such as scanning training.
Sustained Attention Training
Sustained attention refers to the ability to maintain alertness in circumstances where there 
is little change or novelty in the environment. This ability is strongly represented in the 
RH, in the inferior parietal lobe, one of the areas thought to be impaired in VN. Based on
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this hypothesis, improvement in sustained attention may lead to improvement in VN. 
Robertson, Tegner, Tham, Lo, & Nimmo-Smith (1995) tested this hypothesis. They trained 
patients to improve their internal control of attention by talking themselves through tasks, 
therefore bringing attention to the task under voluntary verbal control, reducing 
distractibility, and improving the length of concentration. They found significant 
improvements in VN as well as sustained attention using this method. More recently, 
Wilson, Manly, Coyle, & Robertson (2000) combined sustained attention training with 
limb activation and observed significant improvement in both tests and independent 
performance of everyday activities which were maintained during the post-training period. 
They commented that the combination of both techniques may have produced additive 
effects.
Training to improve awareness
One explanation put forward by Robertson & Halligan (1999) to explain the success of the 
previous technique is that many patients show greater awareness with sustained attention 
than they do with VN. So, one hypothesis was that VN may be improved more efficiently 
if patients were made more aware of their deficits. Sôderback, Bengtsson, Ginsbur, & 
Ekholm (1992) investigated this hypothesis in 4 single-case studies by using video 
feedback in occupational therapy. Through dialogue, the patients were led to perceive and 
interpret their neglect behaviour and given strategies for relearning and remedying their 
condition. The authors gave tentative results suggesting the program was effective. More 
recently, in 4 single-case studies, Tham, Ginsburg, Fisher, & Tegner (2001) showed a 
program of awareness training to improve awareness of disabilities and Activity o f Daily 
Living ability in all 4 subjects. VN improved in 3 of the subjects and sustained attention 
improved in only 2 of the subjects.
Caloric Stimulation
This technique is one of the most ‘striking’ (Robertson & Halligan, 1999) procedures 
that dramatically improves VN. Caloric stimulation is a well-known diagnostic test for 
measuring the integrity of the vestibular ocular reflex. It is known that the vestibular 
system is ‘concerned with the spatial orientation of the body and information derived 
from receptors within the vestibular system is used together with visual and 
proprioceptive inputs to control and modulate body posture’ (Kolb & Wishaw, 2001).
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Caloric stimulation involves syringing ice-cold water into a patient’s left ear while 
lying on a couch with head raised 30° above the horizental (Robertson & Halligan, 
1999). Usually, a dramatic short-lived (15-20 minutes) improvement is observed in 
VN. Many studies (e.g. Rubens, 1985; Rode & Perenin, 1994) have shown significant 
improvement in VN following this procedure. However, due to the practical 
limitations of this procedure, it is not surprising that it still has not been adopted as a 
rehabilitation technique. Research in caloric stimulation was also at its peak in the mid 
1990s but seems to have died down more recently.
Vibrotactile Stimulation of Neck Muscles (VSNM)
This is a technique similar in its effects and is often combined with the trunk rotation 
technique discussed earlier. Karnath (1994) showed that VN patients’ ‘horizontal 
displacement of the sagittal midplane to the right could be compensated by neck 
muscle vibration’. Karnath went on to speculate that a periodic, systematic therapy 
over several weeks with VSNM and / or caloric stimulation can lead to permanent 
reduction in VN via a correction of the displaced body-centred frame o f reference. 
Vallar, Rusconi, Barozzi, Bemardini, Ovadia, Papagno, & Cesarani (1995) also 
suggested that this method might improve VN by a non-specific activation o f the 
contralateral RH. Pizzamiglio, Vallar, & Magnotti (1996) compared VSNM to a non­
specific treatment of VN and concluded that the former was a short-term effect 
procedure confined to sensory stimulation and did not have comparable (to the latter) 
long-term effects. Not unlike the previous technique, VSNM does not seem to attract 
much attention lately as a literature search on the topic did not generate any hits in the 
last few years. Again, this is not surprising given the limitations o f this technique in 
terms of adaptation in patients’ independent living.
Monocular Eye Patching
It has been reported in animal research that VN (induced by a surgical lesion of the 
posterior cortex) often improves when a second lesion is made to the contralesional 
superior colliculus, a small structure located in subcortical part of the brain that is thought 
to be responsible for orienting eye movements (Sprague, 1966; cited in Robertson & 
Halligan, 1999). Monocular eye patching is thought to produce non-surgically the same 
effects of the latter lesion. Serfaty, Soroker, Glicksohn, Sepkuti, & Myslobodsky (1995)
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failed to show the same effects as did Walker, Young and Lincoln (1996) who concluded 
eye patching was unlikey to be of general usefulness in the rehabilitation of VN. More 
recently, Barrett, Crucian, Beversdorf, & Heilman (2001) even warned clinicians that such 
a technique may cause increased spatial bias.
Lateralised Kinetic Visual Cueing (LKVC)
As discussed earlier, many treatments of VN involve verbal (auditoiy stimulation) and 
non-verbal (end-anchoring) cues. LKVC acts on the same principles but uses non-static 
cues as it is hypothesised more dynamic stimuli may provide a more salient cue (Robertson 
& Halligan, 1999). Butter, Kirsch, & Reeves (1990; cited in Robertson & Halligan, 1999) 
compared static and LKV cueing and found the latter to be significantly superior. A further 
study by Butter (1992) demonstrated good improvements using both monocular eye- 
patching and LKVC. The study also showed increased improvement when combining the 
two techniques. A more recent study by Butter & Kirsch (1995) further supported the 
above results as the improvement was not demonstrated on patients’ rate of detection of 
left-sided targets. They concluded that LKVC was a more effective type of cueing.
Optokinetic Stimulation
This technique works on the same principles as caloric stimulation but does not 
involve an intrusive intervention. The same reflex is produced by requiring patients to 
look at a slow-moving shape. Pizzamiglio, Frasca, Guariglia, Incoccia, & Antonucci 
(1990) examined the effects o f this technique and found the positive effect to be 
present in most cases and to be relatively stable in a test/retest presentation. Robertson 
& Halligan (1999) supported this method as it is relatively simple to apply and not is 
unpleasant like caloric stimulation. They were more realistic though in that they 
thought it could only provide an adjunct to other treatments as opposed to being a 
treatment in its own right.
Visuo-Spatio- Motor Cueing
This is the most recently developed technique (Samuel, Louis-Dreyfus, Kaschel, Makiela, 
Troubat, Anselmi, Cannizzo, & Azouvi, 2000) combining previously mentioned 
procedures (i.e. limb activation and LKVC) which were shown to be effective. Their study 
is of 2 single-case studies of two men who have been previously treated by scanning
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training with no improvement. They reported with this method a statistically significant 
treatment-related improvement on a line-bisection test. A parallel improvement was also 
found on neglect behaviour in daily life. The reported therapeutic effect was also 
maintained at one month follow-up.
Medication
Finally, it is worth mentioning the role, though minute in comparison, of medication in the 
treatment of VN. The use of medication in VN rehabilitation is rare. Dopamine agonists 
(Bromocriptine in particular) are usually connected with this area. Two case-studies by 
Fleet, Valenstein, Watson, & Heilman (1987) showed an improvement in VN while on 
medication and worsening when medication was stopped. Although an improvement was 
demonstrated, it was by no means a complete recovery as both patients still made errors on 
VN tests. No functional outcome measure was taken. A more recent study by Grujic, 
Mapston, Gitelman, Johnson, Weintraub, Hays, Kwasnica, Harvey, & Mesulam (1998) did 
not support the above results and suggested Bromocriptine may worsen aspects o f VN in 
some patients.
DISCUSSION
Brain injury rehabilitation has experienced many changes in its short history. Early 
therapeutic attempts would seem ‘naïve’ to today’s theory-based practitioner. The two 
main criticisms of early rehabilitation techniques were their lack of theoretical foundation 
and the difficulty in evaluating them in terms of outcome criteria which were meaningful 
for community independence (Wood & Fussey, 1990). This would also be true of VN 
rehabilitation. This is seen in the early New York studies which used ‘scanning training’ to 
treat VN. As mentioned earlier, scanning training is not based on cognitive or 
neuropsychological theory but has its roots in learning and behavioural approaches. The 
studies evaluating this technique were also almost always carried out in the laboratory, 
isolating patients from their natural environment and every day living activities. 
Consequently, a major criticism of this method was the failure of generalisation skills 
learnt in experimental settings to patients’ everyday life.
More recent techniques took the above criticisms into consideration, and the following 
years saw a resurgence of more ‘ergonomic’ or user-friendly techniques. An example is the
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simple adaptation of a training task so that it becomes more functional and relevant to the 
patient’s rehabilitation. There was also an increase in the number of theoretical or 
etiological VN studies which led the way to more theory-based interventions. The result 
was more successful interventions being reported in the literature.
Many of the various techniques discussed in the previous section yielded promising results. 
Some were not so successful but the researchers’ response to that was to cleverly adapt or 
combine more than one technique until more positive results were reached. There seemed 
to be a positive trend in the literature in that the more recent studies were rarely evaluating 
one technique only. Since there seems to be a general acknowledgement of the complexity 
and variability of VN, it would be appropriate to adapt more than one explanation and 
therefore more than one rehabilitation technique to reach the desired outcome.
Even with the large amount of studies and theories put forward to explain and remediate 
VN, it is evident that the field of VN rehabilitation is still in its infancy. Most studies are a 
single-case design, a research method usually with some limitations, especially in terms of 
generalising to a variable syndrome such as neglect. A more robust and reliable method 
would be RCT and indeed there was evidence of some studies adapting this design. It 
would be fair to note though that carrying out RCT in neuropsychological rehabilitation 
can be challenging. Patients, especially with VN are not easily accessible for research, 
especially as RCTs require large samples.
This paper looked at the rehabilitation of adults in general. Most of the patients studied in 
the literature happen to be ‘older’, especially as VN is almost exclusively caused by stroke 
which is more common in an older population. A review by Rustenback, Pawlick, & Wein 
(2000) looking at the effectiveness of experimental and rehabilitative interventions for VN 
found that treatment effects were better with young age, lower severity, and lesions of the 
parietal or occipital lobe.
The same paper reviewed six classes of intervention: scanning training, cognitive 
procedures, personal interventions, cueing, environmental reduction, and crossover 
combinations. Rustenback et al. (2000) found the effects of scanning training and personal
95
Academic Dossier: Neuropsychology Specialist Essay
and cueing interventions to be significant and ranked above the effects of environmental 
reductions.
CONCLUSION
It remains the case that the greatest limitation to VN rehabilitation is the generalisation of 
skills learnt through training to patients’ everyday life. This is improving with the more 
recent techniques. It seemed this paper was written at an exciting time when new ideas are 
just about to be put forward and the conclusions would have been very different, should 
this paper be written again in two or three years’ time.
This is especially relevant with the new developments in technology. Very recent 
studies have started to use the available technology and apply it to neuropsychological 
rehabilitation. A recent study by Myers & Bierig (2000) described the assessment and 
therapy of VN using virtual reality. One o f the main advantages to this method was 
described by the authors and was the ability with such techniques to immerse the 
patients in a controlled environment, quantify responses in a bias-free manner, track 
and measure head movement, and use cueing capabilities as a therapeutic adjunct.
This is an exciting new development in neuropsycho logical rehabilitation and will 
possibly generalise to the study and treatment of other neuropsychological deficits.
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Clinical Dossier: Adult Mental Health Placement Summary
Summary of Adult Mental Health Placement Experience
Placement Location: Locality 4, Community Mental Health Team,
Cheam Resource Centre, North Cheam 
Trust: St Hellier NHS Trust
Dates: October 1998 -  April 1999
Supervisor: Janice Rigby
The placement was based in a community team for adults with mental health 
problems. The trainee worked within a multidisciplinary team.
A total o f 13 clients were seen on this placement. Clients ranged from 19 to 49 years 
in age and came from a variety of socio-economic and ethnic backgrounds. Clients’ 
presenting problems were diverse and included depression, anxiety, eating disorder, 
obsessive compulsive disorder, interpersonal difficulties, and sexual abuse.
Methods of assessment included clinical interviews, psychometric assessment (e.g. 
BDI, BAI), and neuropsychological testing (e.g. WAIS-R). Interventions were 
primarily carried out within a cognitive-behavioural framework.
A service-related project was also undertaken on this placement.
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Adult Mental Health Case Report Summary
CBT with a 47-year-old man with an Obsessive-Compulsive Disorder
Assessment: Mr S was a 47-year-old white man referred by his GP for an assessment 
regarding a long history o f obsessional checking. Mr S’s main concern was the 
disruption caused by his repetitive checking to his family and work life. The referral 
was prompted by a perceived increase in the severity o f his symptoms.
Formulation: Mr S’s presenting problem was formulated within a cognitive- 
behavioural framework, which proposes that some early experiences lead to the 
formation of dysfunctional assumptions, and that these assumptions may remain 
dormant until triggered by a critical incident.
Together with significant early life experience, Mr S’s increased stress and 
responsibilities at home and at work (e.g. leaving school, new career, marriage) were 
conceptualised as factors that contributed towards his later difficulties. Relevant 
dysfunctional assumptions (e.g. “I should always prevent harm”) were identified and 
these were believed to be linked to his intrusive thoughts (e.g. “the window may 
open”). Misinterpretation of the significance of those intrusions played a central role 
in his problem and led him to mood changes, neutralising actions, and counter­
productive safety strategies (e.g. mental checklists) that maintained the intrusions.
Intervention: Mr S was seen for a total o f 8 weekly sessions. The intervention 
included psycho-education, behavioural strategies (e.g. response prevention), and 
cognitive techniques (e.g. detection and challenging o f automatic thoughts).
Outcome: Mr S made considerable progress during therapy most evident in his self- 
report and in the decrease in the time spent checking at the end of a day at work, as 
measured by diaries. Other outcome measures such as MOCI, and RAS did not show 
improvement. This discrepancy was reformulated, and prognosis and the efficacy o f 
the intervention were discussed.
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Summary of People with Learning Disabilities Placement 
Experience
Placement Locations: Psychology Department, Richmond Royal, Richmond
The placement was split between a psychology department and a community team for 
people with learning disabilities. The range of experience was broad. Referrals to the 
psychology department were qualitatively different from those to the team, with the 
latter being more complex. The role as a psychologist in a multidisciplinary team also 
complemented the experience of working relatively independently in a psychology 
department. Good experience was also gained through working with carers and 
managers from residential homes.
A total o f 9 clients were seen on this placement. Clients ranged from 17 to 73 years in 
age. A wide ranged o f experience with clients was gained, including working with 
challenging behaviour, depression, loss and grief reaction, dementia, autistic spectrum 
disorder, and anxiety.
Methods of assessment included interviews with clients, families, and carers; 
behavioural observation, standardised measures (e.g. Vineland Adaptive Behaviour 
Schedule, Autistic Checklist), and neuropsychological assessment (WAIS-R, Raven’s 
Matrices).
Interventions were primarily carried out within a psychodynamic framework. This 
was complemented by peer supervision with a second supervisor who works using a 
behavioural approach.
Dates:
Trust:
Supervisors:
Community Team, Teddington Centre, Teddington 
Kingston District Community NHS Trust 
April 1999 -  October 1999 
Ewa Rula and Andrew Adlem
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People with Learning Disabilities Case Report Summary
A consultation with a group of respite-care staff regarding the 
management of a recently bereaved 45-year-old lady with a dual 
diagnosis of moderate learning disability and major affective disorder
Assessment: Miss W was a 45-year-old white lady with moderate learning disability 
and a diagnosis o f major affective disorder. She was referred to the psychology 
department by her ‘respite care’ keyworker following two recent bereavements. She 
was described by her keyworker as someone with challenging needs who is difficult to 
place in the community. Advice was sought regarding appropriate management. Miss 
W was aware of the referral and agreed to see the author. Interview were also 
conducted with staff
Formulation: This referral was conceptualised within a psycho dynamic / systemic 
framework. Miss W’s challenging presentation was explained in the context o f her 
dual diagnoses, recent losses, and unstable community placement. Extended 
assessment revealed Miss W would not benefit from therapeutic work at the time and 
other issues such as her management and transfer to long-term accommodation were 
deemed more pressing to address as they could potentially cause her more distress.
The ‘stuckness’ experienced by staff regarding Miss W’s management was seen as the 
result o f an enmeshed relationship with Miss W. It was hypothesised that staff were 
mirroring the client’s mother’s dependent-ambivalent relationship with her daughter. 
This led to anxiety within the system to seek outside help in the form o f a ‘rescuer’ 
(i.e. the author).
Intervention: This consisted of consultation work with staff. It was hoped reaching a 
shared alternative understanding of the situation may go towards ‘unstuckness’.
Outcome: This intervention was faced with resistance and very few o f the 
recommendations were taken on board. This was discussed in relation to the 
formulation and the use of more interpretative methods in such contexts.
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Summary of Child, Adolescent and Family Placement 
Experience
Placement Location(s): Community Team, William Harvey Clinic, Putney
The placement was split between a child and adolescent psychology department and 
community team. Experience was gained within both secondary and tertiary services. 
The multidisciplinary team specialised in adoption and fostering work and ran a 
family therapy clinic.
A total o f 14 clients were seen on this placement. Clients’ age ranged from 2 to 17 
years. A wide range o f experience with clients was gained, including working with 
night terrors, behavioural and emotional difficulties, learning difficulties, depression, 
bullying, anxiety, eating disorders, obsessive compulsive disorder, school refusal, and 
adjustment disorders.
Methods of assessment included interview with the children, families, and carers, 
behavioural observations, standardised measures (e.g. Parenting Stress Index, Pre­
school Behaviour Checklist, Conner’s Rating Scales, Child Apperception Test, Family 
Relations Test, and neuropsychological assessment (WISC-III, WORD, WOND, 
WPPSI).
Interventions were primarily carried out within either a CBT or a systemic family 
therapy framework. Alternative psychoanalytic formulations were discussed in 
supervision.
Dates:
Trust:
Supervisor:
Psychology Department, St George’s Hospital 
South West London & St George’s Mental Health 
NHS Trust
October 1999 -  March 2000 
Marc van Roosmalen
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Child, Adolescent and Family Case Report Summary
The assessment and management of behaviour problems in a 4-year-old 
girl using parenting work and behavioural interventions
Assessment: Emma was a four-year-old girl, referred for an assessment of her anxiety 
by a speech and language therapist. On interview, Emma’s parents described her as an 
anxious and sometimes difficult child. According the them, the main difficulties were 
behavioural, especially with regards to non-compliance (e.g. sleeping in her bed and 
sitting at the table for meals.
Formulation: Emma’s cognitive abilities were assessed using the WPPSI-R. Overall, 
she scored in the low intelligence range with verbal abilities being slightly less 
advanced. It was noted that her performance might have been slightly compromised 
by her anxiety and language difficulties.
Emma’s anxiety seemed to stem from an insecure attachment to her mother who 
suffered from post-natal depression following Emma’s birth. The anxiety seemed to 
be both a precipitating and maintaining factor for the behavioural problems. The 
mother’s angry outbursts in reaction to the behavioural problems might have escalated 
the anxiety further. Emma’s anxiety was not severe enough, however, to reach 
diagnostic criteria for any of the anxiety disorders (DSM-IV, 1994).
Intervention: It was seen more appropriate to address the behavioural problems first 
as they were causing the parents, and consequently Emma, more distress. As well as a 
structured behavioural program aimed at addressing the target behaviours, the 
intervention involved parent training work and psycho-education.
Outcome: After a six-week intervention, a significant improvement of both 
behaviours was reported on diaries. Mr and Mrs W reported a lot of improvement in 
their daughter’s interaction with them and with others. She seemed to be less anxious 
around strangers and was reported by school to have developed a new friendship.
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Summary of Older Adults Placement Experience
Placement Location(s): Community Team, St John’s and Amyand House
Tolworth and Barnes Hospitals 
Trust: Kingston District Community NHS Trust
Dates: April 2000 -  October 2000
Supervisor: Farzad Shamsavari
The placement was split between a community mental health team for older people, a 
day hospital, and inpatient work on the wards. All three settings presented the trainee 
with opportunities to work with both organic and functional conditions.
A total o f 9 clients were seen on this placement for individual work. Five further 
clients were seen in a group setting. Clients’ age ranged from 69 to 93 years. A wide 
range o f experience with clients was gained, including work with depression, anxiety, 
grief, adjustment to loss and/or disability, dementia, and alcohol misuse.
Methods o f assessment included interviews with clients and carers, standardised 
measures (e.g. BDI-2, BAI), and neuropsychological assessment (e.g. AIMPB, WAIS- 
3, WMS-3, BADS, CAMDEX).
Interventions were primarily carried out within a cognitive framework. The other main 
approach used was systemic. The trainee was also introduced to transactional 
psychology through discussions with the supervisor in supervision sessions.
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Older Adults Case Report Summary
A neuropsychological assessment of a 70-year-old man: 
an investigation of a possible dementia
Assessment: Mr W, a 70-year-old man, referred for a neuropsychological assessment 
to assist in understanding his recent rapid deterioration, both physically and 
cognitively. Although a diagnosis o f multi-infarct dementia was made three years 
prior to the referral, Mr W’s presentation more recently tended to contradict that, 
scoring in the ‘normal’ range on a mental state examination.
The main aims of the assessment were, (1) a baseline assessment of general cognitive 
function to assist towards reaching a differential diagnosis of dementia; (2) to assess 
the possible impact o f Mr W’s home environment and family dynamics on his 
presentation.
Formulation: Mr W’s main areas of difficulty were with working memory, 
processing speed, visual memory, and planning. These results were inconsistent with 
characteristics of dementia and were more characteristic o f cerebrovascular disease as 
there was no evidence o f multiple cognitive deficits. The history of hypertension and 
TIAs and the diagnosis of small-vessel disease also supported that.
While Mr W’s difficulties were unlikely to have been caused by stress, his home 
situation was extremely stressful, struggling to negotiate new roles with his wife. This 
might have exacerbated his condition and contributed to the fluctuation in his level o f  
abilities. Although no clinical signs o f depression were apparent, it was not possible to 
ignore the fact that he was distressed.
Recommendations: (1) Tests to be repeated in the future to detect any decline in 
function. (2) referral for an occupational therapy assessment. (3) to try to engage Mr 
and Mrs W in some form o f therapy or counselling.
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Summary of Neuropsychology Specialist Placement 
Experience
Placement Location(s): The Wolfson Neuro-Rehabilitation Centre, Wimbledon
The placement was based in a multidisciplinary neurorehabilitation team. The work 
involved both inpatient and outpatient work. Towards the end of the placement, some 
experience was gained on acute neurology wards under the supervision of the 
psychologist for the acute service.
A total o f 11 clients were seen on this placement for individual work. Three further 
clients were seen in a group setting. Clients’ age ranged from 38 to 71 years. A wide 
range o f experience with clients was gained, including working with communication 
difficulties, memory loss, epilepsy, and visual neglect, which resulted from either 
traumatic brain injury, strokes, or organic disease (e.g. multiple sclerosis, viral 
encephalitis). Other presenting problems included post-traumatic stress disorder and 
chronic pain.
Methods of assessment included interviews with clients, families and carers, 
standardised measures (e.g. BAI, BDI-2), and neuropsychological assessment (e.g. 
WAIS-3, WMS-3, WCST, BADS, STROOP, NART).
Interventions were primarily carried out within a cognitive neurorehabilitation 
framework.
Dates:
Trust:
Supervisor:
St George’s Healthcare NHS Trust 
April 2001 -  October 2001 
Susan Childs
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Neuropsychology Specialist Case Report Summary
A neuropsychological assessment and therapeutic intervention with a 42- 
year-old woman presenting with PTSD following a stroke
Assessment: Mrs W was a 42-year-old woman, referred for a neuropsychological 
assessment following a subarachnoid haemorrhage and subsequent difficulty in 
managing at home, especially in orientating herself.
The main aims of the assessment were, (1) a comprehensive neuropsychological 
assessment; (2) an assessment of suitability for rehabilitation; and (3) an assessment of 
her mood and emotional adaptation to the illness.
Formulation: The results suggested Mrs W had, in general, recovered well from her 
stroke and was predicted to cope relatively well at home. Specific difficulties (i.e. 
forgetfulness and lapses in concentration as reported by her) were observed on the 
WAIS-3 and WMS-3 and the results from the BADS indicated that they may be 
complicated by a mild deficit in planning and organisation.
Mrs W also presented with symptoms of PTSD, mainly intrusions which were causing 
her a great amount of distress. She was also starting to use avoidance as a coping 
strategy.
Intervention: Mrs W was offered eight sessions of CBT for PTSD with the aim o f 
reducing her avoidance and equipping her with skills to overcome her anxieties. This 
mainly consisted of imaginai exposure.
Outcome: Mrs W reported significant progress. She was able to generalise her coping 
strategies to various anxiety provoking situations and consequently being able to go 
back to the everyday routines which she had been avoiding. She also said that her 
intrusions have stopped completely. Her anxiety, as measured by a self-rated scale, 
also decreased.
113
Clinical Dossier: Forensic Specialist Placement Summary
Summary of Forensic Specialist Placement Experience
Placement Location(s): 
Trust:
Dates:
Supervisor:
The Shaftesbury Clinic, Springfield Hospital 
South West London and St George’s Mental Health 
NHS Trust
October 2001 -  March 2002 
Sharon Prince
The placement was based in a Forensic Medium Secure Unit and the trainee was part 
of two multi-disciplinary teams. The first team was a generic forensic one and the 
second was a sex offenders specialist. The work covered a mixture o f inpatient and 
outpatient referrals, with the latter coming primarily from the specialist team. The 
placement also offered an opportunity to accompany the supervisor to court and to 
prepare a court report.
A total o f 12 clients were seen on this placement. Clients’ age ranged from 19 to 51 
years. A wide range o f experience with clients was gained, including work with 
psychosis, violence, sex offending, arson, and cognitive difficulties.
Methods of assessment included interviews with clients and relatives, and 
consultations with other professionals. A variety o f standardised measures (e.g. BDI- 
2, BAI, CSQ, MMPI-2, MCMI-3) were used as well as some neuropsychological tests 
(e.g. NART, WAIS-3, WMS-3).
Interventions were primarily carried out within a cognitive behavioural framework. 
The placement offered many opportunities for joint work with other professionals, 
including other psychologists, psychiatrists, and community psychiatric nurses.
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INTRODUCTION TO THE STUDY 
Background
Over the last 10 years, a core group (CG) of multidisciplinary mental health 
professionals (psychologists, occupational therapists, and nurses) working in a 
regional mental health Trust, have been involved, for over 10 years, in facilitating a 
number of group-based anxiety management courses (AMCs, based on manual by 
Blake & Rankin, 1988) for clients presenting with anxiety problems. The courses 
consisted of 10, 90-minute, weekly therapy sessions and a follow-up session at three 
months. These were offered two or three times every year, the last one having finished 
in January 1998. Each course had, on average, six to eight members and two 
facilitators. Referrals to the courses came from mental health professionals (including 
psychology, psychiatry, nursing, and occupational therapy) based at the Trust’s four 
community mental health teams (CMHTs). All referrers had access to a list of criteria 
for entry to the AMC. The criteria list was put together by the psychology department, 
taking into account research findings in this field and clinical judgement and 
experience (Appendix A).
Rationale
Over the previous two years, there had been a decline in the number o f clients 
available for the courses. Consequently, less frequent courses had to be scheduled and 
the average number of members in each course decreased from seven to five. As this 
was not due to a reduction in the referral rate, the CG hypothesised that it could be due 
to an increase in ‘inappropriate referrals’ and/or ‘non-attendance’ amongst those 
referred. This caused concern in the CG for the following reasons: (1) misuse of 
resources (including the time of the professionals involved in organising the courses); 
(2) inconvenience in scheduling courses, both for facilitators and clients (as waiting 
times consequently went up). The initial action taken was to discontinue the courses. 
Subsequently, this project was undertaken with a view to conducting a retrospective 
audit that would evaluate the referral process and perhaps offer explanations or 
suggestions that would inform future referral practice when re-establishing the AMCs.
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The Referral Process (in theory)
In order to address the questions posed by the study, it was necessary to understand 
the referral process employed by the CG. The process outlined below has been in 
place since June 1996, since the introduction o f an ‘opt-in’ procedure to reduce non- 
attendance rates. The opt-in procedure consisted of sending clients questionnaires and 
asking them to return them (either fully or partially completed) if they wished to be 
considered for the AMC.
In theory, every referral was supposed to go through three potential elimination stages 
before reaching the AMC. Stage one, an initial screening stage, performed by a 
designated CG member, was the point where a referral letter is screened against the 
entry criteria to make sure it fulfilled the requirements. Stage two was an ‘opt-in’ 
questionnaire (Appendix B) that was sent to all those who pass stage one, asking for 
details o f their anxiety problem(s). A letter introducing the course (Appendix C) 
accompanied the questionnaire, prompting the referred to return the questionnaire if 
they wished to be considered for the AMC. Once a questionnaire was returned, the 
referred clients were kept on a waiting list until dates for a new course were set. Stage 
three was an assessment appointment, taking place a few weeks before a course was 
due to start. It acted as a final screening for suitability for the course, before a client 
was offered a place on an AMC. Four elimination points resulted from this process 
(Figure 1).
Figure 1. The referral process in theory.
A c c o c c m o n *  k .  ATVTf'1W' — -----
Stage one Stage two Stage three
i i i i
Referral did not 
Jit criteria
Questionnaire not 
returned
Non-
Attendance
Referral not 
appropriate
Theoretical 
elimination points T1 T2 T3 T4
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Previous Related Research
Little literature relevant to appropriateness o f referrals to AMCs (XI and T4) was 
found as more research tends to investigate referral for individual rather than group 
therapy. In clinical practice, clients with a range of anxiety conditions can be referred 
to AMCs. Criteria lists for inclusion in AMC reported in research (e.g. Snaith, Owen, 
& Kennedy, 1992) are usually very similar to these mentioned above.
More research is undertaken on ‘non-attendance’ (or DNA) as high rates o f DNA can 
cost health services dearly in terms o f inefficiency and waste o f clinicians’ time 
(Henry, Ball, & Williams, 1998). DNA rates varied amongst studies between 7% 
(Hughes, 1995) and 40% (Trepka, 1986), with the larger figures warranting greater 
concern. Research findings have been inconclusive in identifying characteristics o f 
potential non-attenders, mainly because o f variation between populations and the 
difficulty in conducting and replicating this kind o f research (Nicholson, 1994). A 
recent Research and Development commissioned study (Banerjee, 1998) looked at 
psychiatric outpatient non-attendance and found it to be associated with greater 
severity o f mental disorder and lower social function. In a brief review of the 
literature, Nicholson identified other factors such as age (‘younger prospective 
patients may be more likely to DNA than older patients’), motivation (‘patients who 
requested the referral were more likely to keep appointments’), and waiting periods 
(long waiting periods increased the rate o f non-attendance’) to be related to DNA 
rates. Other factors, sometimes associated with a high DNA rate and sometimes not, 
were; reason for referral, gender, ethnic origin, marital status, and employment status 
(e.g. Henry et al., 1998; Hershom, 1993).
One strategy implemented to reduce DNA rates (in e.g. clinical psychology services) 
was to provide prospective clients with information about the service before the 
appointment. This was not shown to be significantly effective (Keen, Blakey, & 
Peaker, 1996; Fox & Skinner, 1997). Another strategy was to introduce pre­
appointment questionnaires and other ‘opting-in’ measures to gauge motivation and 
commitment. Henry et al. (1998) showed a significant positive relationship between 
filling-in the questionnaires and attending. Markman & Beeney (1990), however,
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showed that, while it reduced drop-out rates, opting-in did not have a significant effect 
on whether people came to their first appointment or not.
Aims
The aims o f this project were two-fold. First, to establish a database that would 
provide a more detailed picture of the characteristics of those referred to the AMCs. 
Second, to answer specific questions in relation to the referral process. These were:
1. Is the decline in the number o f clients available for the AMCs a result of:
a. an increase in the non-return o f questionnaires, thus early drop-out? (T2 in 
Figure 1) or;
b. an increase in the number o f ‘inappropriate’ referrals? (T4 in Figure 1)
2. Were particular client characteristics (such as gender, age, marital status, 
employment status, and diagnosis), influencing the rate o f returning 
questionnaires?
METHOD
Design
This study took the form of a summative evaluation research, aimed at providing a 
summary or an audit o f a specific service (i.e. the AMC) over a limited period 
(Barker, Pistrang, & Elliot, 1994).
Setting
Anxiety management courses that took place in a large inner-city psychology 
department in the south-east of England.
The Sample
The sample consisted o f all the referrals made to the AMCs between June 1996 and 
June 1998 (N=64). During this period, four AMCs took place (Table 1).
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Table 1. Courses held in the last 2 years.
Course 1 (1st held): 12/11/96 - 04/02/97 Course 2 (2nd held): 28/08/97 -
30/10/97
Course 3 (3rd held): 26/02/98 - 21/05/98 Course 4 (last held): 19/10/98 -
07/12/98
Procedure
DtiTta Collection
Data were gathered by the researcher from clients’ records10, wherever the relevant 
information was held (Psychology, CMHT, and/or Trust’s database), and recorded 
onto a data collection form (Appendix F). The referrals were allocated identification 
numbers to preserve confidentiality. All data were categorical.
Data Analyses
Before analysis, data were re-coded and variables such as ‘waiting time’ were 
calculated. Data analysis was undertaken in three stages:
■ Referral details. Descriptive statistics and frequencies for variables about referral 
details.
■ The referral process. A detailed assessment o f the referral process from the time of 
referral to discharge.
■ Chi-square analyses and Fisher Exact tests were used to look at associations 
between different variables. The number of analyses performed was guided by the 
questions being addressed (Aims section), and kept to a minimum to avoid Type I 
errors.
RESULTS 
Descriptive statistics
Demographic information
Age: The mean age for the sample was 39 years (range: 17-73) (Table 2a) with more 
than half the participants (59%, n=37)n under the age of 40 (Table 2b).
10 Permission for access to clients’ notes was obtained from the Trust’s audit committee (Appendix E).
11 All percentages are approximations.
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Table 2a. Descriptive statistics of Age by Course
Number of 
referrals
Mean
years
Std.
Deviation
Minimum Maximum
Course 1 12 34.17 (14.56) 17 61
Course 2 17 45.82 (14.84) 24 73
Course 3 17 39.12 (13.99) 20 66
Course 4 18 35.28 (11.42) 19 56
Total 64 38.89 (14.10) 17 73
Table 2b. Frequencies - Age Group by Course
16 - 29 yrs 30 - 39 yrs 40 - 49 yrs 50 + yrs Total
Course 1 6 2 1 3 12
Course 2 1 7 2 7 17
Course 3 4 7 2 4 17
Course 4 7 3 7 1 18
Total 18 19 12 15 64
Gender: The sample was split almost equally between males and females (Table 3).
Table 3. Frequencies - Gender by Course
Male Female Total
Course 1 4 8 12
Course 2 9 8 17
Course 3 7 10 17
Course 4 9 9 18
Total 29 35 64
Ethnic background12: Data were available for 52 cases and all those were ‘White5.
Marital status: Data were available for 61 cases. Over half o f those (54%, n=33) were 
either married or cohabiting. 28% (n=T7) were single (Table 4).
Table 4. Frequencies - Marital Status by Course
Single Married / 
Co-Habiting
Divorced /  Widowed 
Seperated
Total
Course 1 4 5 3 12
Course 2 3 11 2 16
Course 3 6 7 4 17
Course 4 4 10 2 16
Total 17 33 11 61
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Employment status: Data were available for 57 cases. 58% (n=33) were in paid 
employment; 21% (n=12) were housewives, and 14% (n=8) were students/ 
unemployed (Table 5).
Table 5. Frequencies - Employment Status by Course
Employed Housewife Retired Student /  
Unemployed
Total
Course 1 4 3 1 1 9
Course 2 10 3 2 2 17
Course 3 8 4 0 4 16
Course 4 11 2 1 1 15
Total 33 12 4 8 57
Areas from which referrals came: Clients were referred from the whole catchment 
area o f the CMHT, divided below into 7 postcodes (PC) (Table 6). The courses took 
place in PCI where 25% (n=16) of referrals came from. 14 (22%) referrals came from 
PC2, PC3, and PC4, the area surrounding PCI. The remaining referrals (n=34, 53%) 
came from PC5, PC6, and PC7, the areas furthest, in terms o f distance, from PCI.
Table 6. Frequencies - Postcode by Course
PCI PC2 PC3 PC4 PCS PC6 PC7 Total
Course 1 0 3 1 0 5 2 1 12
Course 2 4 2 1 3 6 0 1 17
Course 3 6 1 1 0 4 4 1 17
Course 4 6 1 1 0 4 4 2 18
Total 16 7 4 3 19 10 5 64
Referral details
Geographic distribution o f referrals by locality: The referrals came from the four 
CMHTs (known as localities). Locality 3 had a lower referral rate (Table 7) than the 
other three localities.
Professions of referrers: The referrals, mostly (94%, n=60), came from professionals 
in the disciplines o f psychiatry, nursing, occupational therapy, and psychology. The 
remaining (n=4) came from general practice, psychotherapy, social work, and health 
visitor (Table 8).
12 See Appendix D for a copy of the ethnic monitoring form.
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Table 7. Frequencies - Locality by Course
Locality 1 Locality 2 Locality 3 Locality 4 Total
Course 1 4 3 1 4 12
Course 2 2 7 0 8 17
Course 3 6 5 2 4 17
Course 4 7 4 5 2 18
Total 19 19 8 18 64
Table 8. Frequencies - Professions o f referrers by Course
Psychiatry Nursing Occupation 
al Therapy
Psychology Other Total
Course 1 3 2 5 1 1 12
Course 2 7 4 4 0 2 17
Course 3 5 5 3 4 0 17
Course 4 5 4 1 7 1 18
Total 20 15 13 12 4 64
Presenting problems (psychiatric diagnoses13): Where possible, psychiatric diagnoses 
were taken from the referral letter or accompanying report(s). This was available for 
60% (n=38) of referrals. For the rest (n=20), the DSM-IV category 6 Anxiety Disorder, 
Not Otherwise Specified’ was used. The most common diagnosis (n=T5) was ‘Panic 
Disorder’14 (Table 9).
Table 9. Frequencies - Diagnoses by Course
Panic
Disorder
Agora­
phobia
Generalized
Anxiety
Disorder
Social
Phobia
Specific
Phobia
Anxiety
Disorder
(Not Specified)
Anxiety
(2ndry to an other Total 
disorder)
Course 1 3 0 3 2 0 3 1 12
Course 2 5 3 1 0 2 5 1 17
Course 3 4 3 0 0 2 6 2 17
Course 4 3 3 0 2 2 6 2 18
Total 15 9 4 4 6 20 6 64
Although all referrals presented with an anxiety problem, for six, the anxiety did not 
seem primary (i.e. secondary to another psychiatric disorder). 56% (n=36) of referrals 
were found to have more than one psychiatric diagnosis. The most common ‘non­
anxiety’ diagnosis was depression (n=22). At least 6 o f the referred had a long history 
(more than 10 years) o f mental illness. Comparing the presenting problems against the
13 Using the American Psychiatric Association’s Diagnostic and Statistical Manual -  4th edition (DSM- 
IV)
Panic Disorder with or without Agoraphobia.
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criteria list, it was found that 9 o f the referrals did not satisfy the requirements: six had 
anxiety secondary to another disorder, two had a recent psychotic episode, and one 
had a current substance abuse problem (Table 10).
Table 10. Frequencies -  Other diagnostic information
Secondary
Anxiety
2 anxiety 
disorders
Other psychiatric Psychiatric history 
disorders >10 yrs
Referral does not 
satisfy criteria
Course 1 1 0 4 1 1
Course 2 1 2 9 1 2
Course 3 2 2 7 2 2
Course 4 2 2 10 2 4
Total 6 6 30 6 9
The referral process (in practice)
Figure 2 is a summary o f the referral process as it occurred in practice for this sample. 
On the whole, Figure 2 is very similar to the theoretical referral process outlined in 
Figure 1, except that in practice: (1) no referrals were excluded at the screening stage; 
and (2) although all clients (N=64) were contacted following referral, only 58 (91%) 
were sent a questionnaire (Figure 3). There were various reasons why this was done 
including lack o f time. When not sent a questionnaire, clients were contacted through 
either an appointment letter for an assessment or an introductory letter to gauge 
interest in the course. For comparability purposes, the six clients who were not sent a 
questionnaire will be excluded from the analysis (shaded section in Figure 3) from this 
point onwards. Thus, referrals sent a questionnaire (N=58) became the sample.
Figure 2. The referral process in practice.
Referral ^ Questionnaire . ^ Assessment Completion »  AMC---- r
Questionnaire Stage one Stage two Stage three
not sent
t t  i V
Elimination
Questionnaire 
not returned
Non- Referral 
Attendance not
appropriate
Course not 
completed
points in practice PI P2 P3 P4
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Figure 3. The referral process in practice -  breakdown of referrals
Referrals
64
Contact by Questionnaire
I
Contact made otherwise
58 6
i i
Questionnaire returned Not returned Responded Did not
38 20
i
2
Assessed Not assessed Assessed Not assessed
32 6 , i 1
Appropriate Not appropriate
i
Appropriate Not appropriate
21 11 2 1
1 1 
Course completed Not completed Course completed Not completed
19 2 0
Note: The numbers in ‘italic’ represent the referrals that exited the process at various points (‘unsuccessful referrals’). In ‘bold’, 
are referrals that entered successive stages, with the final number being ‘successful referrals’ that completed the AMC.
These data, using the 58 referrals, are summarised in Table 11. As the table shows, 35 
% (n=20) of referrals were lost at stage one, the opt-in stage. For future analyses, 
those referrals were labelled ‘unmotivated’. Some o f those referrals were sent 
reminder letters but the majority were discharged. At stage two, another 10% (n=6) 
were lost. Those exited the process because they either cancelled / DNA (n=3) their 
assessment appointment or were excluded (n=3) by the CG for reasons that emerged 
later. Due to time constraints, it was not possible to gather information about 23 
referrals (20 from stage 2 and 3 from stage 3) that exited or ‘opted out’ o f the process 
without giving a reason.
Following assessment, a further 19% (n = ll) exited the process as a decision was 
jointly reached by the clients themselves and the assessors that they would not 
currently benefit from the AMC (‘inappropriate’ referrals). Table 12 gives a 
breakdown o f the reasons why those clients (together with the three excluded in P2) 
were not offered a place on the AMC and what alternatives they were offered. Finally, 
of those who were offered a place, two chose not to attend. This added up to the two-
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thirds (n=39) who were lost during the process. Consequently, only a third (n=19) of 
referrals successfully made it to one of the courses (see Table 13).
Table 11. A summary o f the referral process in practice
Elimination Points15 in Practice
PI P2 P3 P4 Total
‘Unsuccessful’ Referrals 20 6 11 2 39
(35%) (10%) (19%) (3%) (67%)
‘Successful’ Referrals 38 32 21 19 19
(65%) (55%) (36%) (33%) (33%)
Total 58
(100%)
Table 12. Referrals seen as inappropriate for the AMC
No. Reason for not offering the AMC Alternative
1 Would benefit from relaxation group Re-referred on
1 Offered another group at the same time Attended another group
3 Complex and longstanding difficulties Recommended individual work
2 More appropriate to see individually Re-referred on
2 Not keen to attend a group, asked to be seen individually Referred on
1 Can not commit to regular sessions Discharged
1 Group has little to offer Discharged
2 Depression more primary, offered individual work Referred on
1 Primary alcohol problem Re-referred on
Table 13. Number of participants in every course.
Course 1 Course 2 Course 3 Course 4 Total
Number of participants 5 5 4 5 19
Finally, the waiting time for every referral was calculated (Table 14 and Figures 4a 
and 4b). Waiting time (1) was defined as the number of weeks between referral and a 
questionnaire being sent. These data were available for the whole sample. Waiting 
time (2) was defined as the number of weeks between referral and assessment. Data 
were available for those assessed only (n=31). One outlier who repeatedly deferred 
appointments was excluded from the analysis.
15 Points where referrals can exit the process, see Figure 3.1
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Table 14. Waiting Time by number of weeks.
N Mean Minimum Maximum Std. Deviation
Waiting time (1) 58 3.64 0.14 21 4.54
Waiting time (2) 31 17 4 38.71 10.57
Figures 4a & 4b. Histograms showing the distribution o f waiting times (1) & (2)
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Analyses
la. A comparison using chi-square statistics was made between the first and last two 
courses run to establish whether there had been an increase in unmotivated referrals 
over time (Table 15). No statistically significant relationship was found between 
the time o f referral and the rate o f returning questionnaires; X2 (i) = 0.146; p > 0.5 
(FI = 0.457).
Table 15. Time o f referral by rate of returning questionnaires
Number of Number of
questionnaires returned questionnaires not returned
Courses 1 & 2 17 10
(1996-7)
Course 3 & 4 21 10
(1998) __________________ _________________________________
lb. A similar analysis was performed to establish whether there was an increase in 
inappropriate referrals over time (Table 16). No statistically significant relationship 
was found between the time of referral and number of appropriate referrals made to 
the AMC; X2(l) = 0.940; p > 0.5 (FI = 0.267)
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Table 16. Time of referral by appropriateness o f referral
Number of Number of
appropriate referrals inappropriate referrals
Courses 1 & 2 10 5
(1996-7)
Course 3 & 4 9 9
(1998) _________ ________________
2. The effects of gender, age, marital and employment status, and diagnosis on the 
likelihood of returning the opt-in questionnaire were examined (Table 17). The 
only significant association was found between employment status and returning 
the questionnaire (p=.01), with ‘employed’ and ‘retired’ people observed to be 
more likely to return the questionnaire than people in the other categories. 
However, there were trends for more males, single people, and mature people to 
return the questionnaire. It was also found that having a second psychiatric 
diagnosis with the diagnosis of anxiety increased the likelihood o f someone not 
returning the questionnaire.
Table 17. Client characteristics and rate o f returning questionnaires.
Did not return
Variable Name Variable level Total questionnaire Statistics
No. % X2(di) P value
Male 27 7 25Gender
Female 31 13 41 1.637 (1)
1o
Age Group 16-29 16 7 43
30-39 17 8 47
40-49 10 3 33
50+ 15 2 13 4.857 (3) 0.091
Marital Married / Cohabiting 31 12 39
Status Single 15 4 27
Divorced / Widowed 9 4 44 0.937(2) 0.313
Employment Employed 28 7 25
Status Housewife 12 8 67
Retired 4 0 0
Unemployed / Student 7 4 57 9.799p) 0.010*
Diagnosis Anxiety diagnoses 32 8 25
Other diagnoses 26 12 46 2.84 (d 0.0807
* Statistically significant
16 Fisher’s Exact Test used
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DISCUSSION
This study has assessed the referral process to an Anxiety Management Course 
(AMC) with the aim o f investigating the high rate of ‘drop-outs’. This was done by 
establishing a database o f a cohort over a period o f two years. The results confirmed 
that a high number of referrals failed to make it through to the AMC for two main 
reasons. The first was that a number of prospective clients failed to return a pre- 
appointment opt-in questionnaire and therefore eliminated themselves from the 
process. The second was that a high proportion of those who did opt-in, and were 
assessed for suitability, were not found suitable for the AMC. Although both factors 
were equally important to look at, the highest proportion o f drop out was found in the 
first one.
An analysis o f some demographic characteristics o f the sample (gender, age, and 
marital and employment status), on the whole, failed to differentiate between those 
who did and did not return the questionnaire. The only significant association was 
found with employment status, with employed clients being more likely to opt-in than 
housewives and unemployed clients. These findings have been shown in previous 
studies (e.g. Henry et al., 1998). Nicholson (1994) found clinical variables such as 
reason for referral to have a better predictive power. This was not supported in this 
study. Although a trend of more ‘complex’ referrals opting-out was found, this 
association was not significant. This may be attributed to the small size o f the sample. 
Cawley & Read (1999) found rapid contact while on the waiting list improved client 
perception o f psychological interventions and therefore improved opt-in. They also 
found relaxation training to be good interim support for those waiting to be seen.
Opt-in procedures have consistently been found to reduce non-attendance (e.g. 
Markman & Beeney, 1990; Webster, 1992). Reported non-return has been lower in 
the mentioned literature where different opt-in procedures (short forms rather than 
psychological questionnaires) have been used by the authors. The current 
questionnaire may be ‘putting o ff potential clients by its length and / or by the kind of 
questions used which may be threatening to those who are not familiar with the 
psychological approach. Balfour (1986) found insufficient or incorrect information on 
clinical practice available to potential clients to negatively affect attendance and
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opting-in. Munro & Blakey (1988) found that discussing the referral with clients on 
more than one occasion increased the likelihood of them attending.
The study has also examined the question of whether, over the last two years, there 
has been an increase in the drop-out rate, both at the levels o f returning questionnaires 
and suitability following assessment. No significant difference was found between the 
first and second year. This did not match clinicians’ expectations and might imply 
either that the increase has been happening over a longer period o f time or that 
clinicians’ observation were due to a qualitative change in appropriateness o f referrals 
rather than a quantitative one.
CONCLUSIONS AND IMPLICATIONS
This study has addressed various issues relevant to the practice o f the service in 
question. Firstly, it has established a database which provided a record o f this 
service’s clinical activity and could be used by them in the future to answer useful 
clinical questions. Secondly, it has clarified the process o f referral and highlighted 
discrepancies between what was thought to be the case in theory and what actually 
took place in practice. Finally, it offered an evaluation of the service over a period of 
time, addressing important questions regarding the wider issues of non-attendance17.
As regards the high drop-out rate for the AMC, the service may want to tackle this 
problem on two levels. Firstly, it would be important to reduce opt-out rate. This may 
be done by putting in place one or more of the following strategies: (1) reducing 
waiting time, possibly by increasing the frequency of courses; or reducing its effect by 
engaging clients in a preparatory group (e.g. relaxation) while on the waiting list; (2) 
re-considering the opt-in procedure; (3) offering more information about the courses, 
and perhaps about the psychology service since the initial contact is made by them; (4) 
encouraging referrers to discuss the referral at length with their clients giving them 
more control over their care; and (4) following up opt-outs either by consulting with 
referrers or contacting potential clients. Secondly, it may be helpful to re-think the 
referral criteria, based on the findings from this study. It may also be useful, once this
17 The results of this study have been presented and discussed with the service in question (see 
Appendix G). A copy of this report was also sent to the CG and the relevant audit department.
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is done, to make sure all potential referrers are aware of these guidelines and have an 
opportunity to discuss them if they were in doubt.
Finally, it is important to be cautious when interpreting the results of this study mainly 
because o f the small sample size and the difficulty encountered in the collection of the 
data. In some cases, information has not been available. In others, it has been 
inconsistent. This is a practice issue which may need to be addressed by the service in 
the long-term. A difficulty was encountered by the author in accessing the information 
needed for setting up the database as no systematic record was kept of those who 
attended the AMC and those who opted out. This has already been fed back to the 
service which found the information useful and said will be acting on it. Another issue 
has been the lack of consistency in the service’s approach to dealing with referrals. 
Whereas some referrals were followed up when a questionnaire was returned, some 
were not. As mentioned earlier, this may be one of the ways in which the service may 
want to intervene to address the non-attendance rate.
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APPENDIX A: Referral Criteria
ANXIETY MANAGEMENT COURSES
INTRODUCTION
A core group of professionals led by the Clinical Psychology Department are involved 
in running a number of anxiety management groups for patients with anxiety problems 
throughout the year. This core group has multidisciplinary membership and new 
members are welcomed.
Referrals are accepted throughout the year and following the required number of 
referral being obtained a group will be planned. Referrals or enquiries can be made 
directly to the Head of Department.
To help the clinicians make an appropriate referral, the following inclusion and 
exclusion criteria are included:
Inclusion criteria
The characteristic primary feature o f this group of disorders are symptoms o f anxiety 
and avoidance behaviour, e.g.:
■ Panic Disorder with or without Agoraphobia, where the essential features o f these 
disorders are recurrent panic attacks, where the client has discrete periods of 
intense fear or discomfort, and where it cannot be established that an organic 
factor initiated and maintained the disturbance e.g. Amphetamines or caffeine 
intoxication or hyperthyroidism.
■ Social phobia, where the essential feature of this disorder is a persistent fear o f one 
or more situations (the social phobic situation) in which the person is exposed to 
possible scrutiny by others and fears that he or she may do something or act in a 
way that will be humiliating or embarrassing.
■ Generalised anxiety where the essential feature of this disorder is unrealistic or 
excessive anxiety and worry (apprehensive expectation), e.g. worry about possible 
misfortune to one’s child (who is no danger), and worry about finances (for no 
good reason).
Exclusion criteria
Client not:
■ Having a major psychotic episode.
■ Lengthy inpatient admission.
■ Current primary / significant substance abuse.
■ Experiencing the anxiety symptoms secondary to another psychiatric disorder.
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APPENDIX B: Opt-in Questionnaire 
PSYCHOLOGY DEPARTMENT
You have been referred to one o f our Anxiety Management Groups. Please complete 
this questionnaire in order to receive an appointment for this group.
Name: Date:
1. Please could you describe what happens to you when you become anxious.
a. What physical things do you notice happening to your body?
b. What do you do?
c. What sort of things do you think?
2. Can you describe the types of situations in which you become anxious?
3. How often do you experience anxiety (e.g. daily, 2-3 times per week, monthly)?
4. For how long have you been experiencing problems with anxiety?
5. Can you recall when it started, what changes were happening in your life or any 
specific event that happened at the time?
6. How much does this anxiety interfere with your life? In what way does it affect:
a. Work:
b. Relationships:
c. family life:
d. travelling:
e. social life:
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7. Are there specific thing that you are unable to do because of this problem?
8. Are there any things you can do that help you to cope with this problem?
9. Are there any things that make it worse?
10. Have you had any help in the past for this problem?
a. What was this?
b. When?
c. Did it help?
11. Have you, or are you currently taking medication?
12. What do you hope to achieve by attending this Anxiety Management Group?
13. Any other information you feel it is important for us to know at this stage?
Please tick the box if you would like to be offered an appointment but 
did not complete the questionnaire.
PLEASE FILL IN YOUR NAME AT THE TOP OF THE QUESTIONNAIRE AND
RETURN IT TO US B Y ................................................ OTHERWISE YOU WILL
NOT RECEIVE AN APPOINTMENT FOR THE GROUP.
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Dear
Re: Anxiety Management Group
You have been referred to an Anxiety Management Group by . We/I
would like to take this opportunity to tell you a little about this group. The group will 
run for ten sessions o f approximately one and a half hours once a week. There will be 
two group facilitators and approximately 6-8 other group members. It is important 
when considering joining this group that you are able to make a commitment to attend 
for all o f the ten sessions so that you can gain most benefit from the group.
The aim of the group is to help you to cope more effectively with your anxiety and 
stress, rather than to eliminate this problem. The approach is based on the idea that 
you can help yourself by learning to understand your problem and develop skills 
which will help you to cope in situations which make you anxious. The group sessions 
will involve some educative information as well as group discussions, and you will be 
asked to try out exercises and practical suggestions between sessions. There is also a 
self-help manual which accompanies the course.
If you would like us to offer you an appointment with a view to attending the 
forthcoming group, please could you return the attached questionnaire. This will help 
us in making our assessment of your difficulties. If for any reason you are unable to 
answer any/all of the questions, don’t worry, as we will be able to discuss any 
difficulties when we meet. However, please do fill in the box at the end and return the 
blank questionnaire to us otherwise we will assume you do not want to make an 
appointment and that you do not wish to attend such a group.
Thank you and we look forward to meeting you shortly.
Yours sincerely,
Anxiety Management Group Facilitators
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APPENDIX D: Ethnie Monitoring Form
Ethnic Group Data Collection
The Health Service needs to know the Ethnic Group of patients for the 
purpose o f planning. This is to make sure that all sectors o f the 
community have equal access to the services provided. Ethnic Group 
describes how you see yourself, and is a mixture o f culture, religion, skin 
colour, language, and the origins o f yourself or your family. It is not the 
same as nationality.
The information will be treated in the strictest confidence.
The information is used only by the National Health Service staff and will 
not be passed on to other agencies or used for any other purposes.
Please indicate the Ethnic Group to which you feel you belong:
□ White
□ Black Caribbean
□ Black African
□ Black -  Other
□ Indian
□ Pakistani
□ Bangladeshi
□ Chinese
□ Other Ethnic Group
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APPENDIX E: Letter from Audit Committee
11 June 1999
Miss R Rashed
Dear Miss Rashed 
Re Access to Case Notes
Thank you for your letter o f 27 May 1999. 1 note you are requesting authorisation for 
access to patients case notes in the context o f your research project. I have discussed 
your request with my colleagues on the Elderly Mental Health Team, and more widely 
with the locality team consultants at our weekly senior medical staff meeting. Assuming 
that confidentiality issues will be respected fully, there was full support for you to have 
access to patients case notes.
Yours sincerely 
T&jCA/wiKk-
Dr
Consultant In Old Age Psychiatry 
Elderly Mental Health Team
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APPENDIX F -  Data Collection Form 
Data Collection Form
ID .....................................
DoB _____________ ____ Sex
Marital Status....................................  No. of children
Job status  ...................................  Job title
Ethnicity ....................................  Spouse’s job
Postcode ....................................
Referral Date ....................................  Group
Referrer ....................................  Locality
R’s Profession.....................................
Anxiety Diagnosis ............................................................
Other Diagnoses/info.............. ............................................................
Does he/she meet referral criteria? Yes / No
If no, give details: ............................................................
Mental Health referrals before the group ...................................
Mental Health referrals after the group ...................................
Is he/she still using he mental health services? Yes / No 
Onset of illness .........................................................................
Q out? Y es/N o If yes, give date  .......   If no, explain
Q in? Yes / No If yes, give date   If no, explain
Assessed? Yes / No If yes, give date ..................  If no, explain
Initial outcome ........................................................................
Reason .........................................................................
Expand .........................................................................
Final outcome .........................................................................
Notes ..................................................................................................
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APPENDIX G -  Letter from the Evaluated Service
18th November, 1999
Ms Rana Rashed
C/o Psychology Department
University of Surrey
Dear Rana,
last Tuesday, which were very helpful to us in planning future groups.
Best wishes for your studies! 
Yours sinpprely,
Chartered'Clinical Psychologist 
Co-ordinator, Anxiety Management Groups
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INTRODUCTION 
Childhood Maltreatment
Childhood Maltreatment is a term intended to refer to a wide range of behaviours and 
conditions that lead to actual or likely harm o f  children. It encompasses acts o f  
commission (abuse) and omission (neglect). There are three main subcategories of 
childhood abuse and these are sexual (CSA), physical (CPA), and emotional (CEA). 
Neglect, on the other hand, is not so clearly defined. Several subtypes have been 
identified, including, among others, physical, emotional, medical, mental health, and 
educational neglect (Erickson & Egeland, 1996).
There is considerable variability in the definition of these forms of maltreatment, 
mainly due to the different perspectives that can be taken on the issue (e.g. 
psychological, medical, legal). This is particularly true when considering the large 
body of research in this area. Definitions found there very much vary with the aim of 
the study in question and what it is set to measure. Therefore one experience that may 
be classed as abusive by one researcher may not be by another.
Legal definitions tend to be the most elaborate (Giovanni, 1989). In 1989, the 
Children’s Act set the legal definitions of abuse and neglect for the United Kingdom. 
These generally state that maltreatment constitutes actual or likely harm to children 
where harm include both ill-treatment and the impairment of health or development. 
More specifically, CSA was defined as actual or likely sexual exploitation of a child, 
CPA as physical injury or failure to prevent physical injury or suffering, CEA as 
severe adverse effect on the emotional and behavioural development of a child caused 
by persistent or severe emotional ill treatment or rejection, and, finally, neglect as the 
persistent or severe neglect of a child, or the failure to protect a child from exposure to 
any kind of danger.
The incidence of child maltreatment is very high. Garbarino (1989) called it an 
epidemic. In 1991, Sedak reported cases in the United States of America to be 
growing at a rate larger than 10% every year. However, the report pointed out, without 
minimising the seriousness of the problem, that the increase may have been due to 
more social awareness as well as greater incidence. The Department of Health’s
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published figures for England (HMSO, 1995) estimated that out of 40,000 child 
protection conferences in 1992, around 60% (24,500 children) were added to the child 
protection register.
Given the scale of the problem, it is not surprising that a great amount of effort has 
been put into researching the various areas relating to child abuse and neglect. One 
such area is the study of the long term sequelae of child maltreatment.
Long Term Sequelae of Childhood Maltreatment
Only recently has public awareness expanded to include a recognition of the 
psychological consequences of abuse (Erickson & Egeland, 1996). Many experts now 
contend that the psychological consequences are the unifying factor in all types of 
maltreatment (e.g. Brassard, Germain, & Hart, 1987) as it is believed that at the core 
of maltreatment is lasting damage to the child’s sense of self and the resultant 
impairment of social, emotional, and cognitive functioning.
There is considerable empirical evidence that adults who have been exposed to 
adverse life events in childhood are at increased risk for psychological dysfunction in 
adult life (for a review see Polusny & Follette, 1995). Childhood maltreatment 
constitutes one such childhood adversity (Browne & Finkelhor, 1986; Beitchman, 
Zucker, Hood, daCosta, Akman, & Cassavia, 1992) and it has been linked to adult 
psychosocial dysfunction that ranges from mild social adjustment problems to severe 
psychiatric disorders (Trickett & McBride-Chang, 1995).
Childhood Maltreatment has been associated with a variety of psychiatric disorders, 
especially depression (e.g. Bifulco, Brown, & Adler, 1991), anxiety (e.g. Mancini, van 
Ameringen, & MacMillan, 1995), eating disorders (e.g. Andrews, Valentine, & 
Valentine, 1995), post-traumatic stress disorder (e.g. Fierman, 1993), substance abuse 
(e.g.Windle, Windle, Scheldt, & Miller, 1995), and personality disorders (e.g. 
Johnson, Cohen, Brown, Smailes, & Bernstein, 1999).
Finkelhore (1986) maintains that depression is the most commonly reported symptom 
in adult survivors of child sexual abuse. This is supported by both clinical and non- 
clinical studies. For example, Bagley & Ramsay (1985; cited in Browne & Finkelhor,
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1986) found 17% of their clinical sample of sexually abused women reporting clinical 
symptoms of depression in the week prior to assessment. And, Sedney & Brooks 
(1984), found 65% of their college women sample to report symptoms of depression.
Theoretical / Conceptual Models
Many theories have been put forward over the years to explain the link between early 
childhood experiences and later psychosocial dysfunction (e.g. psychodynamic, 
cognitive). However, more recently, more integrative models have been presented, 
one of which is the self-trauma model (Briere, 1996) which is an abuse-focused 
theory. It integrates aspects of four general psychotherapeutic approaches (trauma, 
self-psychology, cognitive, and behaviour therapy) within a developmental 
perspective.
The self-trauma model assumes that major childhood abuse and neglect often disrupt 
child development and produce later symptomatology in several different ways: (a) by 
altering early attachment dynamics, (b) through the effects of early posttraumatic 
stress on subsequent development, (c) by motivating the development of primitive 
coping strategies, and (d) by distorting the child’s cognitive understanding of self, 
others, and the future. This impairment then places the individual at risk of being 
overwhelmed by later trauma-related affects thereby leading to various dysfunctional 
coping strategies such as avoidance, in turn leading to an increased risk of 
psychological or psychiatric dysfunction.
Briere (1986) points out that this model is limited to childhood abuse experiences that 
are especially severe. He also acknowledges that abuse-focused theory is still at a 
relatively early stage of development, accepting that this model may not offer an 
explanation for all the diverse and complex sequelae of childhood maltreatment.
The model, however, as it stands, seems to offer an adequate explanation o f the 
processes involved in the long-term effects of maltreatment and draws on the well- 
established models of vulnerability.
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In summary, it is evident that a link, rather than a direct causal relationship, between 
Childhood Maltreatment and adult dysfunction exists. A large number of studies have 
provided substantial support for this hypothesis. This paper aims to critically review 
the literature from the last decade on the relationship between Childhood 
Maltreatment and adulthood psychological dysfunction. It starts generally by looking 
at the link between Childhood Maltreatment and general psychopathology and moves 
on to review the literature available on the link with depression. All aspects of 
childhood maltreatment, namely CSA, CPA, CEA, and neglect, will be included.
THE LITERATURE 
General Psychopathology
Many studies have found a significant relationship between reported childhood abuse 
and a general disturbances in adult psychopathology. Margo & McLees (1991) found 
that abused subjects scored higher on the Symptom Checklist-90-Revised (SCL-90-R) 
compared to non-abused subjects. Greenwald, Leitenberg, Cado, & Tarran (1990) also 
reported that adult female victims of CSA scored higher on the Global Severity Index 
(GSI) of the Brief Symptom Inventory (BSI) compared to nonabused controls.
Jumper (1995) conducted a meta-analysis o f 26 published studies. The data confirmed 
that there were significant differences between sexually abused and non-abused 
subjects on measures of general psychiatric symptomatology. This result was found 
despite differences in methodology. Jumper found, however, that effect sizes for 
student populations were significantly smaller than for community and clinical 
samples, suggesting that the use of student populations constitutes a sampling bias.
Hunter (1991) and Gregg & Parks (1995) found significant differences between 
sexually abused and non-abused women, and Engels, Moisan, & Harris (1994) found 
significant differences among sexually and/or physically abused women compared to 
non-abused controls on several MMPI scales, with the abused women showing greater 
psychopathology. MMPI profiles indicated that women with a childhood history of 
abuse demonstrated more social adjustment problems, were more impulsive, and were 
more hostile than women with no such history
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More recently, Johnson, Cohen, Brown, Smailes, & Bernstein (1999) found a 
significant association between childhood maltreatment and personality disorders. In a 
longitudinal study using a community sample, persons with documented childhood 
abuse or neglect were more than four times as likely as those were not abused or 
neglected to be diagnosed with personality disorders during early adulthood. This 
significant difference was maintained even after other factors such as age, parental 
education, and parental psychiatric disorders were controlled statistically. The authors 
concluded that childhood maltreatment may contribute to the onset of some 
personality disorders.
As noted above, studies of CEA are not many, but seenfto be increasing in number 
during recent years. Hoglund & Nicholas (1995) found that increased exposure (in 
terms of severity) to CEA was significantly related to higher levels of shame, overt 
and covert hostility, and anger. Henning, Leitenberg, Coffey, Turner, & Bennett 
(1996) found that subjects who witnessed parental physical violence, a form of CEA, 
demonstrated greater psychological distress and decreased social adjustment 
compared to those who had not witnessed parental violence. These results were 
maintained even after controlling for CPA.
Fergusson & Horwood (1998), on the other hand, in a longitudinal study of a birth 
cohort of 1,265 children, found that those reporting high levels o f exposure to 
interparental violence (a form of CEA) had elevated rates of adjustment problems at 
age 18. These problems included mental health problems, substance abuse behaviours 
and criminal offending. They also found a discrepancy between father and mother 
initiated violence with the former being associated with increased risks of anxiety, 
conduct disorder, and property crime, while the latter was associated only with 
increased risks of later alcohol abuse.
The above studies suggest that childhood sexual and/or physical abuse may contribute 
to adulthood maladjustment as measured by the MMPI, the SCL-90-R, and the BSI. 
CEA has not been extensively studied, but some forms o f it appear to be related to 
hostility, anger, shame, and general social and psychological maladjustment in 
adulthood.
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Depression
Depression has been associated with childhood maltreatment and depression. Many 
studies (e.g. Ross-Gower, Waller, Tyson, & Elliot, 1998; Bell & Belicki, 1998; 
Brown, Cohen, Johnson, & Smailes, 1999) investigated the relationship between 
depression and abuse in general. The definitions of abuse varied across studies in that 
some included neglect and CEM and some were limited to CPA and CSA. Regardless 
of what constituted abuse in those studies, depression was always found, at least in the 
ones mentioned above, to significantly differentiate between abuse and non-abuse 
cases.
A larger amount of studies looked at the different forms of maltreatment 
independently. The following section will be divided into three subsections looking at 
CSA, CPA, CEA, and neglect separately. As some studies investigate more than one 
form of maltreatment, some studies will be cited in more than one subsection. Table 1 
summarises the literature for ease of reference, indicating which subsection(s) they are 
discussed.
Table 1. A summary of the reviewed studies for Depression
Study CSA CPA CEA Neglect
Andrews et al. (1995) X X
Beitchman et al. (1992) X
Bifulco et al. (1991) X
Briere & Runtz (1993) X
Brown & Moran (1994) X
Brown et al. (1996) X
Carlin et al. (1994) X
Ferguson & Dacey (1997) X X
Gladstone et al. (1999) X X
Green (1993) X
Gross & Keller (1992) X
Harmer et al. (1999) X
Kent & Waller (1998) X
Kent et al. (1999) X X X
Kuyken & Brewin (1995) X X X X
Lizardi et al. (1995) X X
Pribor & Dinwiddle (1992) X
Schulte et al. (1995) X
Silvern et al. (1995) X
Windle et al. (1995) X X
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Childhood Sexual Abuse (CSA)
Depression is the most commonly reported adulthood psychological problem 
associated with childhood sexual abuse (Browne & Finkelhor, 1986). Briere & Runtz
(1993) and Green (1993) noted that many studies have found greater depressive 
symptomatology among adult CSA victims compared with non-abused adults. 
Beitchman et al. (1992) also reported that CSA had been positively associated with 
depression in a number of studies which utilised subjects from a variety of sources.
The evidence to support the above association came from a diverse pool of studies 
employing different research methodologies and asking slightly different questions. 
One group of evidence came from community studies. Bifulco, Brown, & Adler 
(1991) studied a large community sample of women and found CSA involving 
physical contact to be associated with an elevated risk of depression over and above 
other risk factors such as CPA. The present state examination interview was used to 
identify ‘cases’ of depression.
In another community study of 404 women, Brown & Moran (1994) found that both 
childhood adversity (parental indifference, family violence, or sexual abuse) and 
adulthood interpersonal difficulties were related to chronic depression. Path analysis 
revealed that childhood factors led to more interpersonal difficulties, which then led to 
depression. The authors also found that in one third of the cases of chronic depression, 
no current interpersonal difficulties were present. These cases of chronic depression 
were therefore explained by the presence of childhood adversity. Brown, Harris, & 
Bales (1996) used the data from the Brown & Moran study and looked at the effects of 
social factors (such as adversity in adult life) on the association between depression 
and childhood adversity and found it not to be significant.
Another community study by Andrews, Valentine, & Valentine (1995) offered more 
support to Brown & Moran’s results. Andrews et al. found that a history o f CSA was 
significantly associated with chronic and recurrent depression only and not with single 
episodes of depression. Lizardi, Klein, Ouimette, Riso, Anderson, & Donaldson 
(1995) demonstrated similar results using a clinical sample. They found that subjects
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diagnosed (DSM-III) with episodic major depression were significantly more likely to 
report CSA than those not diagnosed with this disorder.
More evidence came from clinical studies. Kuyken & Brewin (1995) correlated Beck 
Depression Inventory (BDI) scores and number of depressive episodes with all forms 
of childhood maltreatment. CSA was highly correlated with both but more so with the 
number of depressive episodes (p<0.5 and pc.001 respectively). The BDI, however, 
was found to successfully differentiate between a ‘sexual abuse’ group and a control 
group (Ferguson & Dacey, 1997).
Looking at a specific aspect of CSA, Pribor & Dinwiddie (1992) interviewed a clinical 
sample of 52 women who have experienced incest. Those were compared to a 
matched control group. They found the prevalence of depression to be significantly 
higher in the incest group. Schulte, Dinwiddie, Pribor, & Yutzy (1995) found a similar 
association in a male sample who presented with a history of CSA. Both studies also 
used a diagnostic interview to establish depression. Windle, Windle, Scheldt, & Miller 
(1995) also found an association between CSA and depression, using a DSM-III 
diagnosis of major depression, in a male sample of inpatients involved in alcohol 
abuse treatment.
In summary, there abundant evidence, both from clinical and non-clinical populations, 
to support an association between CSA and depression. The nature of this association 
is still not very clear as the different studies had different perspectives on approaching 
the issue.
Childhood Physical Abuse (CPA)
There is a large amount of evidence also supporting the relationship between CPA and 
later depression. Interest in the long-term sequelae of CPA seems to be dwindling. 
More recent literature seems to be more interested in the long-term sequelae of other 
forms of abuse. It is difficult to speculate as to why this may be the case. One possible 
explanation might be that the effects of other forms of abuse are less well established. 
This can be considered in relation to the fact that CPA was the first form of abuse to
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be recognised when 40 years ago, the landmark paper “the battered-child syndrome” 
was published by Kempe, Silverman, Steele, Droegemueller, & Silver (1962).
The following is a selection from the recent literature investigating the relationship 
between CPA and depression.
Lizardi et al. (1995) showed that subjects who were diagnosed with early-onset 
dysthymia were significantly more likely to report CPA than those who were not so 
diagnosed. Windle et al. (1995), on the other hand found an association between CPA 
and a DSM-III diagnosis of major depression in a male sample of inpatients involved 
in alcohol abuse treatment.
Other studies suggested an association between CPA and more severe depressive 
symptomatology. Andrews et al. (1995) found the same association between CPA and 
depression that they found for CSA. They found CPA to be associated only with 
chronic and recurrent depression. Their sample was all females. And, Carlin, Kemper, 
Ward, Sowell, Gustafson, & Stevens (1994) found CPA a moderating factor for 
depression. In their clinical sample, women who experienced CPA were significantly 
more likely to be hospitalised for depression, to attempt suicide, and to self-injure than 
non-abused women.
Kuyken & Brewin (1995) failed to find a correlation between CPA and symptoms of 
depression (as measured by the BDI) but found CPA to be positively correlated with 
the number of depressive episodes. The difference between the two correlation 
coefficients however was not very large (.22 and .23). This again suggests CPA is 
associated with chronic and recurrent depression.
More recently, Kent, Waller, & Dagnan (1999) found a strong positive correlation 
(.397) between CPA and depression symptomatology, using CATS and DADS 
respectively.
On the whole, the above literature suggests CPA is associated with more severe forms 
of depression. A more recent study, however, suggests a more general association.
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Childhood Emotional Abuse (CEA)
CEA has been given relatively little attention in child protection. There are many 
reasons for this, including problems of inadequate definitions and the difficulty in 
clarifying its cumulated impact. However, research and clinical interest in it has been 
growing in the last decade (Hart, Brassard, & Karlson, 1996).
CEA is believed to be embedded in all forms of maltreatment and it exists in its own 
discreet forms. Recent research suggests that it is the strongest influencer and best 
predictor of the developmental outcomes of other forms of child abuse and neglect 
(Hart et al., 1996). This makes the task of investigating it independently all the more 
difficult.
The association between CEA and later psychopathology generally, and depression 
specifically, has been overwhelming in the last decade, given the above complicating 
factors. This was also found to be true when other forms of abuse have been 
controlled for. Gross & Keller (1992) found a greater tendency toward depression in 
those women who had experienced CEA when compared to those who had suffered 
CPA. Silvern, Karyl, Waelde, & Hodges’ (1995) study also provided support for the 
association between CEA and depressive symptoms and low self-esteem in adulthood, 
even after CSA and CPA were controlled for. It is possible that emotional abuse 
serves as a mediating factor that has not been considered in other studies of childhood 
maltreatment and adult functioning. This idea is consistent with Hart, Germain, & 
Brassard’s (1987) contention that psychological maltreatment usually accompanies 
other forms of abuse and is often more devastating to the child.
The difficulty with defining CEA becomes more evident when issues around 
definition complicate research results. Kuyken & Brewin (1995), for instance, found 
CEA did not correlate with BDI scores but did with the number of depressive 
episodes. However, in this study, only parental indifference and antipathy were 
measured as aspects of CEA. Similarly, Gladstone, Parker, Wilhelm, Mitchell, & 
Austin (1999) seemed to be investigating CEA when they looked at variables such as 
verbal abuse and negative home environment. Gladstone et al. found those variables to 
play mediating and moderating roles in depression and also in relation to CSA.
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The relationship between CEA and the manifestation of depressive symptoms have 
been investigated. Ferguson & Dacey (1997) found the BDI to be good predictor of 
CEA, correctly classifying 74.5% of the psychologically abused participants and 
89.1% of the non-abused group. Statistically significant differences were obtained 
between the CEA and control groups.
The Child Abuse and Trauma Scale (CATS, Sanders & Becker-Lausen, 1995) is a 
self-report questionnaire which is designed to measure, retrospectively, experiences of 
CSA, CPA, and neglect. Kent & Waller (1998) revised it and successfully managed to 
draw a fourth subscale that measures CEA. In their study of 236 non-clinical women, 
they found that the CEA subscale played an even more central role in depression than 
did the other three original subscales. On the CATS, CEA was positively correlated 
(r=.352) with depression as measured by the Hospital Anxiety and Depression Scale 
(HADS) and differentiated between the abused and non-abused groups (p<0.001). 
CEA yielded the second highest correlation after CPA. Kent et al. (1996) found 
similar results.
In summary, the study of CEA is in its early days. More recent studies yielded clearer 
results in terms o f long-term sequelae of CEA. More clarification of the definition / 
measurement of CEA is needed to facilitate future research. The work by Kent et al., 
however, seem promising.
Childhood Neglect
Even fewer studies have looked at neglect. This is surprising as prevalence figures 
show neglect to be the most common form of maltreatment on child protection 
caseloads. As an act of omission, neglect is harder to define and substantiate than 
other forms of maltreatment and is therefore harder to measure.
Few studies have attempted to investigate the long-term sequelae of neglect. In a 
clinical sample, using an interview to collect data on abuse, Kuyken & Brewin (1995) 
found a strong positive correlation between parental neglect and the number of 
depressive episodes reported.
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More recently, Harmer, Sanderson, & Mertin (1999) used CATS to measure 
experiences of neglect. They too found a strong association between childhood neglect 
and later depression, as measured by a depression scale (Centre of Epidemiological 
Studies). Kent et al. (1999) also used CATS and found a strong association between 
neglect and depression, this time, as measured by the HADS. Both studies used non- 
clinical samples.
There is relatively little research into the long-term sequelae of neglect. Nevertheless, 
it may still be possible to hypothesise as to what kind of association must exist, given 
the empirical data on other forms of maltreatment. Another point worth making is, 
again, that of definition. For instance, many studies often use tools that claim to 
measure physical and emotional abuse. Close inspection may reveal these terms 
describe more than just acts of commission. Such an example is the CATS. Some of 
the questions in the CEA subscale seem to be asking about emotional neglect rather 
than abuse.
In conclusion, an overwhelming majority of studies indicate that childhood abuse and 
neglect are related to adult depression.
INFLUENCES UPON OUTCOME
Many factors may influence outcome in child maltreatment. The following is a 
selection from the reviewed literature.
Mediating Factors
There is some disagreement over possible mediating factors of long-term sequelae of  
childhood maltreatment. However, most studies point toward concurrent emotional 
abuse and/or stress in adulthood as contributing to adult depression. Windle et al. 
(1995) went to the extent of proposing that depression may not be related to a history 
of abuse in the absence of a more recently abusive relationship. Kessler & Magee
(1994) also concluded that chronic adult interpersonal stress mediates the relationship 
between childhood family violence and adult depression.
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Other factors relating to childhood have also been implicated. For instance, Wind & 
Silvern (1995) found evidence that the psychological environment of the childhood 
home mediates the relationship between depression and history of intra-familiar CSA. 
Other such factors discussed in the literature include family characteristics (Higgins, 
1996) and childhood attachment (Styron & Janoff-Bulman, 1997).
Severity / Type of Abuse
The evidence for differential effects of types and severity o f childhood maltreatment is 
ambiguous. While Browne & Finkelhor (1986) and Beitchman et al. (1992) note that 
there is inconclusive evidence that increased duration and frequency are associated 
with greater repercussions in adulthood, other studies have found that greater 
frequency and longer duration of abuse are related to the incidence and severity of  
depression (Bifulco et al., 1991; Wind & Silvern, 1992), increased suicidal ideation 
and attempts, acts of self-harm (Boudewyn & Liem, 1995), more trauma symptoms, 
and increased revictimization and promiscuity (Wind & Silvern, 1992). Because 
duration and frequency are confounded by other variables such as the use of force and 
the relationship of the victim and perpetrator, however, it is difficult to determine the 
independent contribution of these factors to adult dysfunction (Beitchman et al., 
1992).
Margo & McLees (1991) were unable to differentiate physically and sexually abused 
women on measures of depression, severity of psychiatric illness, and somatization. 
Wind & Silvern (1992), found only one significant difference between sexually versus 
physically abused women, with physically abused women reporting less enjoyment of 
sexual activity.
Gross & Keller (1992) found evidence suggesting that psychological abuse, which is 
not accounted for in most studies, may be a significant contributor to adult 
dysfunction above and beyond the effects of sexual and/or physical abuse.
Some tentative conclusions may be drawn from investigations of the impact of 
severity and type o f abuse on adulthood functioning. A longer duration and greater
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frequency of CSA appears to be associated with increased depression and 
revictimization, as well as a greater number of trauma symptoms.
Victim / Perpetrator Relationship
The relationship between victim and perpetrator has been found to be related to adult 
psychosocial functioning. Abuse by fathers or father figures, as well as by other 
highly trusted people appears to be more devastating than abuse by strangers or by 
other nonrelatives (Browne & Finkelhor, 1986; Beitchman et al., 1992). Increased 
levels of depression, trauma symptoms, revictimization, and promiscuity as well as 
lower self-esteem have been found in survivors abused by fathers compared to those 
who were victimised by someone other than their fathers (Wind & Silvern, 1992). 
Feinauer (1989) found that abuse by someone personally known to the victim is 
associated with greater general adulthood distress. She further notes that victimisation 
by "family friends" is associated with significantly more psychological distress than 
abuse by family members or strangers, and concludes that it is the personal and 
emotional relationship between perpetrator and victim which may determine the 
extent of the trauma associated with CSA.
Type of Sexual Act
The type of sexual act has been associated with level o f traumatization, with more 
intrusive behaviours having the most harmful effects (e.g., Beitchman et al., 1992; 
Browne & Finkelhor, 1986). Pribor & Dinwiddie (1992) also found that severity of 
incest is associated with different DSM-III diagnoses. Significantly higher rates of 
anxiety and somatization disorders were found in incest survivors who experienced 
vaginal intercourse compared to survivors who did not experience intercourse. Other 
authors have found that more severe forms of sexual abuse are associated with an 
increased risk of depression (Bifulco et al., 1991; Mullen et al., 1993; Walker et al., 
1992) and low self-esteem. Wind & Silvern (1992) also found that increased severity 
of CPA was associated with higher levels of depression, lower self-esteem, more 
trauma symptoms, and increased revictimization in women.
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The Use of Force
Browne & Finkelhor (1986) note that the literature provides inconclusive evidence 
that the use of force is associated with greater trauma symptoms. A more recent 
literature review, however (Beitchman et al., 1992), indicates that the use or threat of 
force has consistently been associated with more negative long-term impacts and has 
been found to be the best predictor of victims' negative reactions. The use of force was 
associated with greater trauma symptoms and increased revictimization in the Wind & 
Silvern (1992) study and with higher rates of anxiety and somatization disorders in the 
Pribor & Dinwiddie (1992) study.
METHODOLOGICAL ISSUES
Many o f the studies cited in this review have serious methodological limitations which 
are common in childhood maltreatment research. The major areas of concern are 
outlined below.
Definitions
It is worth pointing out that although mis-defining or failing to define a research term 
is a methodological issue, offering different definitions in different investigations is 
not necessarily so. As introduced earlier, the area childhood maltreatment is still in its 
early stages of development and no common definitions have yet been agreed on. It is 
therefore unavoidable that different investigators would define the problems slightly 
differently.
Nevertheless, the current situation remains that varying definitions of what constitutes 
childhood maltreatment and different forms of childhood maltreatment have been used 
in the literature. Whereas in some studies the authors specifically stated that a specific 
form of abuse is being investigated (e.g. CSA), others used the term, or equivalent 
terms, childhood maltreatment having only assessed one or two of its forms. This 
resulted in a cohort of studies that are likely to be investigating slightly different 
phenomena. Bifulco et al. (1998) used the term adverse childhood experiences to refer 
to child abuse, physical abuse, and/or severe neglect. In some studies, the results were 
analysed yielding one overall score separating the sample into abused and non-abused
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(Bifulco et al, 1998), known as ‘caseness’, whereas others offered scores for 
individual forms of abuse as well as an overall score (Kuyken & Brewin, 1999).
The majority of studies investigated only one form of abuse, mostly CSA. Again, 
similar limitations applied to this group of studies as some researchers failed to 
precisely define their criteria for sexual abuse. There is a consensus that vaginal, anal, 
and oral penetration constitute sexual abuse. However, some researchers include non- 
contact offences such as kissing and contact with breasts or buttocks as sexual abuse 
(Green, 1993).
Sampling / Gender Differences
The studies reported above have either focused exclusively on women or included an 
overwhelming majority of female subjects. Beitchman et al. (1992) noted that little 
attention has been paid to male victims of CSA, but that the few studies conducted 
suggest that the long-term impact of CSA may be related to the gender of the victim. 
Finkelhor (1990) acknowledged that there are gender differences in reactions to CSA, 
but noted that these differences were often minimal.
Schulte et al. (1995) reported high lifetime rates of mood disorders in treatment 
seeking males who had been sexually abused and Simpson et al. (1994) found that 
outpatient substance abusing males who had experienced CSA with or without CPA 
scored a mean 13.72 points higher on the Beck Depression Inventory compared to 
men who reported no childhood abuse. Hunter (1991) found that sexually abused men 
showed more maladjustment on the Rosenberg Self-Esteem Scale compared to men 
who had not been abused. G. R. Brown & Anderson (1991) as well as Windle et al.
(1995) reported significantly increased rates of suicidality in male survivors o f CPA, 
CSA, and both types of abuse.
The bulk of the current research supports associations between CSA and CPA and a 
variety of types of adult dysfunction in males. Male survivors of CEA may also have a 
high incidence of substance abuse, depression, and trauma-related symptoms. These 
types of problems are generally also found in female survivors and differences 
between males and females appear to be minimal
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Measurement
A related issue is that of measurement. The choice of measure used for assessment 
dictates how childhood maltreatment is defined in the concerned studies. Most 
measures look at CSA and CPA only. Some measures which assess neglect and CEA 
have only been introduced very recently (e.g. Sanders & Becker-Lausen, 1995; Kent 
& Waller, 1998) limiting comparisons between studies.
Another issue relevant to the use of childhood maltreatment measures is their 
reliability. Most of the studies mentioned earlier used retrospective accounts of 
childhood maltreatment as they required adults to recall information about their early 
life. Although, in recent years, there has been an increased capacity of instruments to 
trigger memory of relevant material and to discriminate between what occurred and 
the person’s response to it (Bifulco, Brown, & Harris, 1994), this does not eliminate 
the problem of memory bias, especially in a clinical sample (e.g. of depressed 
participants).
IMPLICATIONS FOR FUTURE RESEARCH
Studies concerning the adult correlates of childhood maltreatment are often difficult to 
compare due to methodological differences. These differences involve definitions of 
abuse, including the age of victim and perpetrator, relationship of the perpetrator to 
the victim, use of force, and degree of contact, as well as method of data collection 
and the population under investigation. Despite these differences, a number of 
conclusions can be drawn. Childhood maltreatment appears to be a risk factor for 
adulthood psychosocial dysfunction. Both males and females appear to be negatively 
effected by childhood maltreatment, and adulthood problems associated with 
childhood abuse are similar in males and females. Severity o f the abuse, including the 
use or threat of force, longer duration, and increased frequency and intrusiveness, 
seems to be associated with greater adulthood dysfunction. It remains unclear at this 
time whether specific forms of abuse are more strongly associated with specific 
problems in adulthood.
160
Research Dossier: Major Research Project
The bulk of the research suggests that childhood abuse is related to generally 
disturbed adulthood functioning. Emotional maltreatment may be the common factor 
and much additional research on this relatively ignored form of childhood abuse needs 
to be conducted. Investigators also need to agree on definitions of abuse as well as to 
standardise research methodologies in order to avoid continuation o f conflicting 
information in this vitally important area of psychology.
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L ABSTRACT
1. Background. There is a recent surge o f interest in studying emotional maltreatment 
and in identifying its adult psychological sequelae. A study by Kent and Waller (1998) 
found scores on a child emotional abuse scale to correlate positively with depression 
and anxiety scores in a non-clinical sample, therefore implying a relationship between 
emotional abuse and anxious and depressive symptomatology. The current study aims 
to replicate Kent and Waller’s findings in a clinical sample and to investigate the 
effects o f variations in the severity o f depression upon adult recollections o f childhood 
emotional abuse.
2. Method. A sample of 56 adult women (18 to 65 years of age) took part in this 
cross-sectional longitudinal study. The sample consisted o f two matched groups (n = 
28 each) of clinically depressed psychiatric outpatients and non-depressed controls. At 
the first interview, all participants completed the Beck Depression and Anxiety 
Inventories and the revised Child Abuse and Trauma scale. 68% of the initial sample 
attended a follow-up interview and completed the same three measures.
3. Results. 68% of the clinical group and 25 % of  the comparison group reported a 
history o f emotional abuse. The clinical group scored significantly higher than the 
comparison group on the emotional abuse scale and significant positive correlations 
were found between mood (depression and anxiety) and emotional abuse scores in 
both groups. This suggests that people who are clinically depressed report a higher 
frequency o f childhood emotional abuse and that there is a strong relationship between 
childhood emotional abuse and adult depression. At follow-up, there was no 
difference in both groups’ scores on the emotional abuse scale, even though the 
clinical group’s depression and anxiety seemed to have remitted. This suggested that 
adult recollections of childhood emotional abuse are reliable and that they are not 
affected by fluctuations in the severity o f anxiety and depression symptomatology.
4. Conclusions. This study replicated and extended Kent and Waller’s findings. It 
highlighted the association between a history o f emotional abuse and depression -  
both clinical and non-clinical. It also investigated the effects o f mood variation on 
recollections o f childhood maltreatment. Limitations of the study as well as 
recommendations for future research were discussed.
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IL INTRODUCTION
1. Background to the study
There is considerable empirical evidence that adults who have been exposed to adverse life 
events in childhood are at increased risk for psychological dysfimction in adult life (for a 
review see Polusny & Follette, 1995). Childhood maltreatment constitutes one such 
childhood adversity (Browne & Finkelhor, 1986; Beitchman, Zucker, Hood, daCosta, 
Akman, & Cassavia, 1992) and it has been linked to adult psychosocial dysfunction that 
ranges from mild social adjustment problems to severe psychiatric disorders (Trickett & 
McBride-Chang, 1995). There is also empirical evidence that a high proportion of 
psychiatric patients suffering a variety of disorders, have a history of early abuse (e.g. 
Bryer, Nelson, Miller, & Krol, 1987). For a literature review of long-term sequelae of 
childhood maltreatment, please refer to Rashed (2002, p. 143).
Finkelhore (1986) maintains that depression is the most commonly reported symptom in 
adult survivors of child abuse. This is supported by both clinical and non-clinical studies 
(e.g. Bagley & Ramsay, 1985; cited in Browne & Finkelhor, 1986). Over the years, many 
theories have been put forward to explain the link between early childhood experiences 
and later psychosocial dysfunction, including depression. Among these theories are the 
psychodynamic perspective, behaviourism and learning theory, family dysfunction theory, 
and cognitive theory. These theories, however, do not relate exclusively to abuse. More 
recently, integrative models which are more specific to abuse have been presented, one of 
which is the self-trauma model (Briere, 1996), an abuse-focused theory. It integrates 
aspects of four general psychotherapeutic approaches (trauma, self-psychology, cognitive, 
and behaviour therapy) within a developmental perspective (for an overview of this model, 
see Rashed, 2002, p. 146). This model seems to offer an adequate explanation of the 
processes involved in the long-term effects of maltreatment and draws mainly on the well- 
established models of vulnerability. The main model o f vulnerability which is integrated 
into the self-trauma model comes from cognitive theory.
In cognitive theory (Beck, Rush, Shaw, & Emery, 1979), negative life events are indicated 
as an etiological factor in depression. However, the theory also maintains that, on their 
own, negative life events do not necessarily lead to a depressive onset. The cognitive 
model offers a hypothesis about predisposition to depression, proposing that early
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experiences in life provide the basis for forming negative concepts (schemas) about 
oneself, the future, and the external world which are latent but can be activated by specific 
circumstances or significant events. Such predisposing experiences or vulnerability factors 
include childhood adversity and parent-child relationships. Over the years, many 
researchers have investigated those factors.
A series of studies by Brown and Harris (1978); Brown, Bifulco, and Andrews (1990); 
Bifulco, Brown, and Harris (1994); and Bifulco, Brown, Moran, Ball, and Campbell 
(1998) looked at the interplay between predisposing and precipitating factors in the 
aetiology of depression. Predisposing factors, such as child abuse, have been indicated to 
double the risk of depression in adulthood. Bifulco et al. (1998) found that 47% of those 
reporting childhood adversity had an onset o f depression within 5 months of taking part in 
the study as opposed to only 23% of those who did not report such factors.
In the studies mentioned above, childhood adversity was assessed in terms of severe 
neglect, physical or sexual abuse. Emotional or psychological maltreatment was neither 
assessed nor taken into consideration. This is representative of most research in this area. 
Emotional maltreatment is, in general, an area that is neither widely explored nor 
researched. There are many reasons for this, including problems of inadequate definitions 
and difficulties in measuring such a construct.
Before presenting the current study, this paper will introduce childhood emotional 
maltreatment, focusing on issues of definition and measurement. It will then review the 
current knowledge base on the long-term sequelae of emotional abuse and conclude by 
discussing the relationship between mood and recollections of abuse.
2. Childhood emotional maltreatment
Many researchers into childhood maltreatment (e.g. Hart, Brassard, & Karlson, 1996) 
would agree that emotional maltreatment is embedded in all other forms of child 
maltreatment. Other research (e.g. Claussen & Crittenden, 1991; Vissing, Straus, Celles, & 
Harrop, 1991) also suggests that emotional maltreatment is the strongest influence upon, 
and strongest predictor of, the developmental outcomes of other forms of child abuse and 
neglect (Hart et al., 1996). Such evidence from the literature has started a recent surge of
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interest in studying emotional maltreatment, especially in identifying its adult 
psychological sequelae. Such literature, however, has been characterised by inconsistent 
definitions and measurement methods.
2.1 Definitions
The terms ‘abuse’ and ‘maltreatment’ are often used interchangeably but a clear distinction 
is to be made. Childhood maltreatment is a term intended to refer to a wide range of 
behaviours and conditions that lead to actual or likely harm of children. It encompasses 
acts of commission (abuse) as well as omission (neglect). Many researchers differentiate 
between the two and sometimes only look at one and not the other. Therefore, the terms 
‘abuse’ and ‘neglect’ will be used in this paper when necessary. Otherwise, the term 
maltreatment will be used to describe the presence of either.
Another distinction worth making is between ‘emotional maltreatment’ and ‘psychological 
maltreatment’. Again, the terms have been used interchangeably, but the similarities and 
differences between the two are debatable. O’Hagan (1993) highlighted the differences and 
defined them respectively as:
“The sustained, repetitive, inappropriate emotional response to the child’s expression o f  emotion 
and its accompanying expressive behaviour” (p.28) and;
“The sustained, repetitive, inappropriate behaviour which damages, or substantially reduces, the 
creative and developmental potential o f  crucially important mental faculties and mental processes o f  
a child” (p.33).
However, what is not in dispute is that both are closely linked. Therefore, for the purpose 
of this paper, the term emotional will be used synonymously with psychological.
The definition of child maltreatment, in its various forms, depends on the fundamental 
issue of what is acceptable child rearing in our society -  particularly in relation to 
emotional maltreatment (Cobley, 1995). This makes the task of coming to a common 
definition for emotional maltreatment even more challenging. ‘Working Together’ 
(Department of Health, 1991), a guide to arrangements for inter-agency co-operation for 
the protection of children, offers the following definition of emotional abuse: “Actual or 
likely severe adverse effect on the emotional and behavioural development of a child 
caused by persistent or severe emotional ill-treatment or rejection”. The document also 
states that all abuse involves some emotional ill treatment (Department of Health, 1991).
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This definition of emotional abuse is also a category under which children can be 
registered under the Children’s Act (1989) and can only be used where emotional abuse is 
the main or sole form of abuse. Thus this definition sees emotional maltreatment as 
existing in its own right, and not only as secondary to another form of maltreatment.
Researchers continue to seek adequate definitions of emotional maltreatment and to look at 
the various clusters within it (e.g. Marshall, 1996). Many experts have considered it to 
embody the repeated pattern of behaviour that conveys to children that they are worthless, 
unloved, unwanted, only of value in meeting another’s needs, or seriously threatened with 
physical or psychological violence (Brassard, Hart, & Hardy, 1991). Hart and Brassard 
(1991) developed these ideas further and proposed six empirically derived categories to 
define emotional maltreatment (referred to as ‘psychological maltreatment’). The 
categories were; spuming, terrorising, isolating, exploiting/corrupting, denying emotional 
responsiveness, and mental health, medical, and educational neglect. The sixth and last 
category was derived from the first five. Appendix 1 has a detailed description of these 
categories.
The variation in definitions used by researchers is fundamentally problematic in 
conducting and interpreting research. Any research that is carried out on the nature, extent 
and effect of child abuse will produce conflicting results if a uniform definition is not 
adopted by all concerned. There is no solution to this problem as yet but the increased 
awareness is an encouraging sign.
2.2 Measurement
The difficulty in establishing an operational definition of emotional maltreatment has had 
considerable implications for its measurement. Most studies into childhood maltreatment 
use retrospective designs. This is done for many reasons, including the practical and ethical 
considerations needed when working with children (Bifulco, Brown, Lillie, & Jarvis, 
1997). However, measures tapping retrospective accounts of abuse and neglect have been 
slow to emerge (Kent & Waller, 2000).
In a review of the literature, Kent and Waller (2000) identified three different ways in 
which retrospective accounts of emotional maltreatment have been measured, all o f which
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rely on subjective reports of the occurrence and severity of certain events. The first 
involves the use of general semi-structured interviews, where one part taps into 
emotionally abusive or neglectful aspects of the childhood environment (e.g. Schmidt, 
Slone, Tiller, & Treasure, 1993).
The second approach involves the use of self-report questionnaires that were not designed 
to measure emotional maltreatment but which contain questions that appear to tap into 
certain aspects of this construct. An example is a study where Mullen, Martin, Anderson, 
Romans, and Herbison (1996; cited in Kent & Waller, 2000) used the Parental Bonding 
Instrument (FBI; Parker, Tuplin, & Brown, 1979) as a measure of emotional abuse, even 
though this instrument is associated more with inadequate care than with active, overt 
abuse.
Finally, the third approach involves using questionnaires that include specific items that 
explicitly assess emotional maltreatment. The main ones are: The Childhood Trauma 
Questionnaire (Bernstein, Fink, Handelsman, Foote, Lovejoy, Wenzel, Sapareto, & 
Ruggeiro, 1994); the Exposure to Abusive and Supportive Environments Parenting 
Inventory (Nicholas & Bieber, 1996); the Child Experiences Questionnaire (Ferguson & 
Dacey, 1997), the Child Abuse and Trauma scale (CAT, Sanders & Becker-Lausen, 1995; 
Kent & Waller, 1998), and most recently, the Comprehensive Childhood Maltreatment 
Inventory (Riddle & Aponte, 1999). The definition of emotional maltreatment in all of 
these measures were derived from Hart and Brassard (1991) categories mentioned earlier, 
although different measures chose to include a different combination of these categories.
The CAT scale (Sanders & Becker-Lausen, 1995; Kent & Waller, 1998) was used in the 
current study and a full description of it can be found in section IV-3.3. Kent and Waller 
(1998) revised the CAT scale and developed an emotional abuse subscale within it.
2,3 Prevalence
The difficulty with defining emotional maltreatment has also had considerable 
implications for the inclusion of this form of maltreatment in empirical research. The 
lack of a consistent definition meant that it was impossible to make reliable, 
comparable estimates o f its incidence and prevalence (Kent & Waller, 2000).
176
Research Dossier: Major Research Project
However, although emotional maltreatment is both difficult to define and identify, it 
has been suggested that it may well be more common than the combined total of 
physical and sexual abuse (Oates, 1982). Claussen and Crittenden (1991) also warned 
that underreporting might be a particular problem with this form o f maltreatment, 
leading to an underestimated epidemiological profile. Studies o f prevalence and 
incidence are few and far between. In terms o f registration, emotional abuse is the 
smallest category o f childhood maltreatment (Glaser and Prior, 1997). Recent 
Department o f Health figures, however, point to a considerable increase in reporting. 
In 1992, registrations of emotional abuse reached 2,800 and in 1994 this rose to 4,400 
(57% increase).
The true prevalence of emotional maltreatment is not known. This is in part because it 
is difficult to discern the rate o f child abuse and neglect in general, and in part because 
of the complexity o f emotional maltreatment and the difficulty in quantifying it (Hart 
et al., 1996). It is also accepted that only a small percentage of child maltreatment 
cases come to the attention o f authorities, and this is particularly true for emotional 
maltreatment (see Claussen & Crittenden, 1991).
3. Long-term sequelae of emotional maltreatment
Only recently has public awareness expanded to include recognition o f the 
psychological consequences of child maltreatment (Erickson & Egeland, 1996). Many 
experts now contend that the psychological consequences are the unifying factor in all 
types of abuse and neglect (e.g. Brassard, Germain, & Hart, 1987). It is therefore 
believed that at the core of maltreatment is lasting damage to a child’s sense o f self 
and the resultant impairment o f social, emotional, and cognitive functioning. This is 
true o f all forms o f maltreatment, including emotional abuse and neglect.
The study of childhood emotional maltreatment has been given relatively little 
attention until recently but research and clinical interest in it has been growing in the 
last decade (Hart, Brassard, & Karlson, 1996). Despite recent research interest in this 
area, only a very small number of studies have examined the long-term sequelae of 
emotional maltreatment. Nonetheless, these studies do support an association between 
emotional maltreatment in childhood and later adult psychopathology. Among the
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main psychological sequelae linked to emotional maltreatment are eating disorders 
(e.g. Kent & Waller, 2000; Kent, Waller, & Dagnan, 1999; Mazzeo & Espelage, 
2002), dissociation (e.g. Simeon, Guralnik, Schmeidler, Sirof, & Knutelska, 2001; 
Sar, Tutkun, Alyanak, Bakim, & Baral, 2000), and personality dysfunction (e.g. 
Johnson, Cohen, Smailes, Skodol, Brown, & Oldham, 2001; Carter, Joyce, Mulder, & 
Luty, 2001). All these studies provided strong evidence for the link between emotional 
maltreatment and long-term psychological sequelae. However, these studies will not 
be discussed in any detail as they are outside the scope of this paper.
Because of its relevance to the current study, the literature on depression will be 
discussed in some detail. The link between a history of emotional maltreatment and 
adult depression has attracted a lot of interest among researchers, partly because of the 
well-established body o f evidence for the role of early experiences in the aetiology of 
depression (Bifulco et al., 1998). Briere and Runtz (1988) were among the firsts to 
investigate the long-term effects o f emotional maltreatment (termed ‘psychological 
abuse’). Using a large sample of university students, they found psychological abuse 
to be associated with various psychological difficulties including depression and 
anxiety. In a further study, Briere and Runtz (1990) focused their investigation on 
three forms of psychological symptoms (low self-esteem, anger, and aggression) and 
demonstrated a strong relationship between emotional / psychological abuse and low 
self-esteem (a symptom of depression). They highlighted the repetitive and prolonged 
nature of emotional abuse as one of the main factors in the development of such long­
term effects.
Silvern, Karyl, Waelde, and Hodges (1995) provided support for the association 
between witnessing parental violence (a form of emotional maltreatment) and 
depressive symptoms and low self-esteem in adulthood, even after sexual and physical 
abuse were controlled for. Gross and Keller (1996) corroborated this link and found 
psychological abuse to be a better predictor of low self-esteem than other forms of 
maltreatment such as physical abuse. They also found those women who had 
experienced psychological abuse to have higher depression scores than those reporting 
physical abuse. This difference, however, was not statistically significant. Finally, 
Kuyken and Brewin (1995) found that emotional maltreatment did not correlate with
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depression scores but did correlate positively with the number of depressive episodes. 
However, in this study, only parental indifference and antipathy were measured as 
aspects of emotional maltreatment.
Although the studies mentioned above provided a growing body of evidence for the 
relationship between emotional maltreatment and depression, it is important to view 
such evidence in the light o f some of the studies’ methodological limitations. Firstly, 
these studies have all measured different aspects o f emotional maltreatment, using 
different definitions. This limited the extent to which they could be compared. As it 
has already been discussed in section H-2.1, this has mainly been due to the lack of 
well-established definitions. Secondly, all o f those studies (except for Kuyken & 
Brewin, 1995) investigated this relationship in non-clinical samples (community 
samples; university students). It remains to be found whether such associations can be 
replicated in clinically depressed samples. Thirdly, the measures used in these studies 
have not been developed specifically to look at emotional maltreatment and, again, 
this limited their validity and comparability. For more details on measurement issues, 
please refer to section II-2.2.
More recent studies have attempted to address these limitations. New comprehensive 
measures have been developed to specifically assess emotional abuse (e.g. Ferguson 
& Dacey, 1997; Riddle & Aponte, 1999). Ferguson and Dacey (1997) found scores on 
the Beck Depression Inventory (BDI) to be good predictor of emotional maltreatment, 
correctly classifying 74.5% of the psychologically abused participants and 89.1% of 
the non-abused group. Statistically significant differences were also found between 
the abuse and control groups. More uniform definitions are also being used, with Hart 
and Brassard’s (1991) categories being the most widely adopted (e.g. Fergusson & 
Dacey, 1997; Kent & Waller, 1998). The findings from these studies offered more 
corroborative evidence for the relationship between depression and emotional 
maltreatment. In summary, although the study of long-term sequelae of emotional 
maltreatment is in its early days, more recent literature has yielded clearer and more 
consistent results. More clarification of the definition / measurement of emotional 
maltreatment is needed to facilitate future research.
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At the time o f planning the current study, the most recent research investigating the 
relationship between a history of emotional abuse and adult depression was by Kent 
and Waller (1998). In a study, using a sample o f 236 non-clinical women, Kent and 
Waller (1998) found that scores on the CEM scale correlated positively with scores on 
the Hospital Anxiety and Depression Scale (HADS, Zigmond & Snaith, 1983), 
therefore implying a relationship between CEM and adult anxious and depressive 
symptomatology. One o f the limitations to their study was the fact that the sample was 
non-clinical and that none of the participants scored within the clinical range for either 
depression or anxiety. Research investigating the relationship between CEM and 
clinical depression was therefore called for.
4. The effects of mood on recollections of abuse
Relevant to the study o f recollections of abuse in clinical samples is the literature on 
the memory biases present in mood disorders. There is evidence to suggest that both 
depression and anxiety are associated with impairments in performance on a very 
broad range o f cognitive tasks, including memory and, more specifically, 
autobiographical memory (Watts, 1995). Among the various memory phenomena that 
arise in emotional states is a tendency for people with emotional problems to 
selectively recall events that are consonant with their mood state. This suggests that 
the memory difficulties are selective, in that they depend on the hedonic tone o f the 
material concerned. This is a reasonable well-replicated phenomenon in depression 
(for reviews see Teasdale & Barnard, 1993; Blaney, 1986). There is also some 
evidence for a comparable phenomenon of mood-congruent memory in anxiety 
(Dalgleish & Watts, 1990; Eysenck, 1992) but evidence for this is much more patchy.
Recent literature (e.g. Kuyken & Brewin, 1994) has identified a relationship between 
mood-congruent autobiographical memory functioning and the amount of negative 
experiences that are stored in memory. This lead to increased interest in the impact of 
intrusive memories on recollections of past events. Kuyken and Brewin (1995) 
reported that a high frequency o f intrusive memories was positively related to an 
index of abnormal cognitive functioning in depression, that is the tendency to produce 
inappropriately general memories on an autobiographical memory test.
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Another body o f evidence has emerged more recently suggesting that changes in 
mood state are not accompanied by changes in reports of past events, including reports 
on perceptions o f parenting (Kuyken & Brewin, 1999). Brewin (1998) has also found 
corroborative evidence for this in relation to memories o f abuse. Nevertheless, results 
from these studies are preliminary and more work is needed in this specific area.
III. AIMS OF THE STUDY
The current study aims to replicate Kent and Waller’s (1998) study in order to 
ascertain whether their findings are replicable in a clinical population. It also aims to 
extend this study by investigating the effects of variations in levels o f clinical 
depression upon adult recollections o f child emotional abuse.
The first part of this study examines the relationship between retrospective accounts o f 
CEA and current mood in a population o f clinically depressed women and in a 
comparison group of non-depressed women. The second part investigates whether 
recollections o f CEA are influenced by variations in the reported severity of 
depression.
Research Hypotheses
1. Scores on the Child Emotional Abuse subscale o f the Child Abuse and Trauma 
scale (Sanders & Becker-Lausen, 1995; Kent & Waller, 1998) will be significantly 
higher in the clinical sample
2. There will be a significant positive correlation between the Child Emotional 
Abuse subscale (CEA; Kent & Waller, 1998) and the Beck Depression (BDI; 
Beck, Rush, Shaw, & Emery, 1979) and Anxiety Inventories (BAI; Beck, Epstein, 
Brown, & Steer, 1988)
3. Scores on the Child Emotional Abuse subscale will change overtime, influenced 
by changes in reported levels of clinical depression
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IV. METHOD
1. Sample 
L I Sample size
An analysis, using a computerised package ‘SampSize v.2’, was performed to estimate 
the number of participants needed to take part in this study in order to achieve enough 
power for statistical significance. The analysis was facilitated by the Research and 
Development department for the Trust from which the clinical group was obtained. 
The analysis was based on being able to detect a difference of 1 point between the two 
groups (clinical and comparison) on the Child Emotional Abuse (CEA) subscale of the 
Child Abuse and Trauma (CAT; Kent & Waller, 1998) scale (1st hypothesis) using the 
observed standard deviation (.86) reported by Kent and Waller (1998), at a power of 
90% and significance level o f 0.05. Each group needed to consist of 28 participants (N 
= 56). This sample size was also found to give enough power to find a significant 
correlation (r = .37 or more) between BDI and CEA scores within groups (2nd 
hypothesis) at a power of 80%. This correlation is similar to the one found between 
CEA and HADS-Depression scores by Kent and Waller (1998).
1.2 The clinical group
Twenty-eight depressed women, between the ages of 18 and 65, were recruited from 
four Adult Community Mental Health Teams in a large inner city NHS Trust. At the 
time they were approached, they were attending as outpatients at one of the four 
teams. They were at different stages in their treatment1 and their current episode of 
contact with the service ranged between one and 6 months. They all either had a 
diagnosis of Depressive Disorder (Diagnostic and Statistical Manual o f Mental 
Disorders -  4th edition; DSM-IV; American Psychological Association, 1994) or were 
receiving treatment for depression2. Participants were excluded if they had (a) a 
psychotic episode in the previous six months, (b) a current substance misuse problem, 
and/or (c) a score below nine (asymptomatic) on the depression scale (Kendall, 
Hollon, Beck, Hammen, & Ingram, 1987).
1 Treatments varied in nature
2 A psychiatric diagnosis was not always available
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1.3 The comparison group
Twenty-eight non-depressed women were matched to the clinical group on gender, 
age, and postcode. They were recruited from a large general practice. Participants 
were excluded if they had (a) any current Axis I diagnoses (DSM-IV; APA, 1994), (b) 
a current substance misuse problem, (c) been depressed in the last five years, and/or 
(d) scored in the clinical range on the depression scale (score of 17 or more; Kendall 
et al., 1987).
2. Procedure
2.1 Sampling
Four teams (A, B, C, and D) were approached and agreed to take part in the study. A 
consecutive sample from their caseloads during the period of the study -  meeting the 
inclusion criteria -  were approached to take part in the study. This was done through 
letters inviting potential participants to opt-in. 108 women were approached before the 
target number o f 28 was reached (see Table 1).
A similar procedure was used in recruiting the comparison group. Women who met 
the inclusion criteria were randomly chosen from the current caseload o f the practice. 
This was done using the women’s surnames with 20 names starting with each letter of 
the alphabet being chosen at random by the practice manager. In this case, 320 women 
were approached before the target number o f 28 was reached (see Table 1).
Table 1. Number of participants approached / opted in
Sample approached Sample opted in
n % n %
Clinical Group 108 100% 28 26%
Team A 1 13 100% 3 23%
TeamB 29 100% 7 24%
Team C 28 100% 7 25%
Team D 38 100% 11 28%
Comparison Group 320 100% 28 8.75%
1 Team A was late to join the study which is reflected in the number of participants approached
2.2 Recruiting
The same procedure was used for both groups. All potential participants received a 
letter (Appendix 2) inviting them to opt into study via a ‘tear-off response slip. A
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participant information sheet (Appendix 3) explaining the aims, objectives, and 
method of the study, as well as a stamped-addressed envelop, were enclosed with the 
letter. The response envelopes were addressed to either the team secretary (clinical 
group) or the practice manager (comparison group). The return slips were then 
screened by the recipients and the positive response slips forwarded to the author.
The participants who opted in (N = 56) were contacted by telephone (or letter when a 
telephone number was not provided) and an interview date was arranged
2.3 Data Collection —Part One
The interviews took place at team bases (clinical group) and general practice 
(comparison group). The interviews lasted between 20 and 40 minutes each. All 
participants were assigned study identification numbers and signed a consent form 
(see Appendix 4) at the beginning o f the interview. They were also offered the 
opportunity to ask any questions related to the study.
A brief semi-structured personal interview requesting information about age, ethnic 
origin, marital status, education, employment status, and psychiatric history, followed. 
All participants were then given three questionnaires to complete (see section IV-3). 
There was no time limit to this exercise.
At the end of the interview, all participants who chose to take part in the follow-up 
were asked to confirm contact details, including preferred date and time o f follow-up 
interview.
2.4Data Collection -P art Two (Thefollow-up)
All participants in the initial stage agreed to take part in the follow-up. The follow-up 
rate at the end of the study was 68% (N = 38). Table 2 summarises the reasons for no 
follow-up.
The period between the first and second interview ranged between three and six 
months. This was due to many factors including participants’ preference, author’s 
timetable, and availability o f consulting rooms at the team bases and general practice.
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There was however no difference between groups in the length o f interval between 
initial and follow-up interviews.
Table 2. Reasons for lack of follow-up
Clinical
Group
Comparison
Group
The sample
n % n % n %
Total (no follow-up) 10 36% 8 29% 18 32%
Refused follow-up in Part 2 due to illness 2 7% - - 2 4%
Did not attend appointment 2 7% - - 2 4%
Incorrect telephone number 2 7% 2 7% 4 7%
Moved house -  no forwarding address 2 7% 1 3.5% 3 5%
Study time did not allow it 2 7% 5 18% 7 12%
Total (followed up) 18 64% 20 71% 38 68%
Total 28 100% 28 100% 56 100%
The follow-up interview lasted between 15 and 25 minutes. Participants were required 
to complete the same three questionnaires. Time was also given for any questions that 
may have arisen since the participants’ first interviews.
2.5 Ethical Issues
2.5.1 Ethics Committees
A proposal detailing the rationale, design, and procedure o f the study was submitted to 
both the NHS Trust and University o f Surrey Ethics Committees. Both committees 
granted approval (Appendices 5 and 6).
2.5.2 Opting out
At each of the above four stages o f the study, participants were offered the 
opportunity to discuss any worries or concerns raised by the research procedure and 
the opportunity to opt out of the study if they wished.
2.5.3 Support
Most participants in the clinical group were attending the mental health teams at 
follow-up, as well as at the time of the first interview, and had the opportunity to 
discuss issues arising from the research with their clinicians. The clinicians had also 
agreed to take on that role at the beginning of the study. Participants in the comparison 
group had the opportunity to discuss any concerns with the author and would have
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been give information on local voluntary and non-voluntary services (available from 
their doctor usually) should the need have arisen.
2.5.4 Confidentiality
Participants were assured of total confidentiality o f all information given to the author 
/ researcher during the research interviews. It was also explained that all participants 
would be allocated study numbers and the collected information would not directly be 
attached to the names. Only the researcher would have the names o f participants in 
order to contact them. All identifying information would therefore be destroyed upon 
completion of the study. It was also explained that these confidentiality terms would 
only be breached in one exceptional situation, and that is in the event o f disclosure by 
the participant o f a direct risk to her safety or the safety of others
All these terms were discussed at the beginning of each interview and were also 
provided in the participant information sheet (Appendix 3) to which participants had 
access prior to consenting to the study.
3. Measures
3.1 Demographic Information
An interview, using a datasheet for structure, was used to collect all demographic 
information. The datasheet was designed by the author for use in the current study 
(Appendix 7). It included items such ‘Age’, ‘Marital Status’, and ‘Employment 
Status’. It also included three items relating to mental health and these were ‘History 
of Mental Health’, ‘Medication’, and ‘Family History o f Mental Health’. Data from 
these three variables were not analysed due to the small sample size.
3.2 Psychological Distress
3.2.1 Depression
The Beck Depression Inventory (BDI) was first developed in 1961 by Beck, Ward, 
Mendelson, Mock, and Erbaugh. It was later revised by Beck et al. in 1979. The 
revised BDI, used in this study, is one o f the most widely used instruments in clinical 
psychology and psychiatry for assessing the intensity o f depression in psychiatric 
patients (Piotrowski, Sherry, & Keller, 1985).
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Although the BDI was not designed as a diagnostic instrument, it has been used for 
detecting possible depression in normal populations (e.g. Steer, Beck, & Garrison, 
1985) and a score of 17 or more has commonly been taken as an indication of clinical 
depression (Kendall et al., 1987). As for its use with a clinical population, a score 
below nine has usually been used in research to exclude participants from clinical 
samples. Scores o f 10 to 19 have also been reported as indicating mild depression, 20 
to 29 as indicating moderate depression and scores o f 30 or more as indicating severe 
depression (Kendall et al., 1987). These guidelines were adopted in the current study.
The BDI consists of 21 self-rating items that assess 21 symptoms and attitudes related 
to depression including sadness, pessimism, self-dislike, irritability, and suicidal 
ideation (see Appendix 8). Each item is rated on a 4-point scale ranging from 0 to 3 in 
terms of severity. The items, as stated by the authors, were not selected to reflect any 
particular theory of depression. A total score is reached by adding all 21 item-ratings.
The BDI has high internal consistency in both clinical and non-clinical populations 
(Beck, Steer, & Garbin, 1988). It has also been shown to be a reliable and valid tool 
(Beck & Steer, 1987b).
3.2.2 Anxiety
Since a co-morbidity of depression and anxiety is rather common, a measure of 
anxiety was included in this study to explore any relationship anxiety might also have 
with emotional abuse. The anxiety measure was also included to allow for a full 
comparison with Kent and Waller’s (1998) results. The Beck Anxiety Inventory (BAI; 
Beck et al., 1988) was chosen as it has been validated against the BDI and has been 
developed to assess symptoms of anxiety that are largely independent o f depression 
(Beck et al., 1988). As with the BDI, the BAI is not a diagnostic tool but a measure of 
self-reported anxiety. Each symptom is rated on a four-point scale (0 to 3) with 
possible total scores ranging from 0 to 63. It consists o f 21 self-rating descriptive 
statements of anxiety symptoms. These include Unable to relax. Nervous, Difficulty 
breathing, Scared, and Faint (see Appendix 9). The 21 items are rated on a 4-point 
scale with the following correspondence: Not at all (0 points); Mildly, it did not bother 
me {\ point); Moderately, it was very unpleasant (2 points); and Severely, I  could
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barely stand it (3 points). The same scoring procedure as the BDI is followed. Scores 
provide a measure of the severity o f self-reported anxiety: 0-7 minimal, 8-15 mild, 
16-25 moderate, and 26-63 severe.
Beck and Steer (1987a) reviewed the literature on the inventory’s psychometric 
properties two years after its publications and found it to be both highly valid and 
reliable.
3.3 Childhood Maltreatment
The Child Abuse and Trauma (CAT) Scale -  also known as the Home Environment 
Questionnaire in research -  was developed by Sanders and Becker-Lausen in 1995 
and provides information on the frequency and extent o f negative childhood 
experiences. It consists o f 38 self-rating items and asks respondents to indicate the 
general atmosphere of their home and the way they felt they were treated throughout 
childhood by their parents/caregivers on a 5-point frequency scale o f 0 to 4, ranging 
from ‘Never’ (0) to ‘Always’ (4).
The Scale has three subscales measuring subjective reports o f three aspects o f adverse 
childhood experience -  Negative Home Environment /  Neglect, Punishment, and 
Sexual Abuse (Appendix 10). The scales consist of 14, 6, and 6 items respectively. 
The remaining 12 items contribute towards a total CAT score. Scale and subscale 
scores are calculated for each participant as the total score across all o f the items in 
that scale/subscale divided by the number of items (i.e. mean scores per item).
Initial findings have demonstrated that the CAT scale has strong internal consistency 
(Cronbach’s alpha = .63 to .90) and test-retest reliability (r = .71 to .91). In addition, it 
has been shown to correlate significantly with outcome measure such as depression 
and interpersonal difficulties (Sanders & Becker-Lausen, 1995).
In 1998, Kent and Waller developed the CAT scale by creating a fourth subscale, 
Emotional Abuse, using six o f the remaining items which did not make part of the 
existing three subscales, and one item from the Negative Home Environment /  Neglect 
subscale (Appendix 11). The items were chosen based on their high level o f face
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validity for the construct of childhood emotional abuse. They most closely reflect the 
Hart and Brassard (1987; 1991) constructs o f ‘spuming’ and ‘terrorising’.
Kent and Waller (1998) reported a high level o f internal consistency (alpha = .88) for 
the new subscale. They also reported high concurrent validity through the significant 
association demonstrated between the CAT scale and psychopathology (i.e. HADS 
anxiety and depression scores).
4. Data Analyses
Analyses were conducted using SPSS version 10.0 (Statistical Package for Social 
Sciences). Normal distribution plots and tests of skewness were used to determine 
whether or not assumptions of parametric tests had been met. Data from the BDI and 
BAI were normally distributed and were analysed using parametric tests. However, as 
the majority o f the CAT scale variables violated parametric assumptions (Appendix 
12), non-parametric tests were used in all analyses applied to these variables.
Categorical variables were compared using chi-square tests. BDI, BAI, and CAT 
group comparisons were conducted using T-tests, Mann-Whitney U tests, and 
Wilcoxon Tests. This included within group as well as between group comparisons. 
The correlation between BDI, BAI and CATS scores was calculated using Pearson’s r 
and Spearman’s rho Correlation Coefficients.
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V. RESULTS
1. Demographic Information
Tables 3 summarises most of the demographic information collected from both 
clinical and comparison groups. There were no missing values in these data.
L I Age
The mean age for the sample was 42.8 years (SD =11,  Range = 23 -  64). There was 
no difference in age (t = 1.589, df = 54,/> = .118, two-tailed) between the two groups 
with the mean age for the clinical group being 40.5 years {SD = 9.2) and the 
comparison group 45.1 years {SD = 12.3).
1.2 Ethnic Origin
The majority (96%, n = 54) o f the sample identified themselves as ‘White’ when 
asked about their ethnic origin. Only two participants were Asian and they were both 
in the Clinical Group.
1.3 Marital Status
The majority o f the sample (70%; n = 39) were married or cohabiting. 18% (n = 10) 
were single and 12% (n = 7) were divorced or separated (Table 3). As the data 
suggest, there was very little difference between the groups on this variable. However, 
due to the small cell numbers, this difference was not tested statistically.
1.4 Children
There was very little difference between the two groups on the proportion o f women 
with children (clinical group: 68%; comparison group: 71%), although given the small 
cell numbers this difference was not tested statistically.
1.5 Educational Level
Table 3 summarises the sample’s educational level by qualifications. 22% (n = 12) of 
the sample had no formal qualification, 39% (n = 22) have obtained GCSEs or O- 
levels, 16% (n = 9) had A-levels or equivalent Diplomas, and 23% (n = 13) had a 
university degree. The data suggest there was no difference between the groups on this 
variable. Again, this difference was not tested statistically due to small cell count.
190
Research Dossier: Major Research Project
L 6 Employment Status
66% (n = 37) of the sample were in either part-time or full-time employment, 21.5% 
were housewives, and 12.5% described themselves as unemployed (Table 3). The data 
suggest a difference between the groups on this variable, especially as more 
participants were in employment in the comparison group (80%; n = 23) than in the 
clinical group (50%; n = 14). There were also no unemployed participants in the 
comparison group. To investigate if this difference were statistically significant, the 
four employment categories were collapsed into two, working (full-time or part-time) 
and not working (housewife or unemployed). Using these categories, there was a 
statistically significance difference (x2 = 6.452, d f=  I, p  = .011) between the groups 
on this variable.
Table 3. Demographic Data
Clinical
Group
n(%)
Comparison
Group
n(%)
Total
Sample
n(%)
Marital Status Single 4 (14) 6(21) 10(18)
Married / Cohabiting 20 (72) 19(68) 39 (70)
Divorced / Separated 4(14) 3 (11) 7 (12 )
Educational Level University degree 6 (21.5) 7 (25 ) 13 (23)
A-level / Diploma 6 (21.5) 3 (11) 9 (1 6 )
GCSE/O-level 11(39) 11(39) 22 (39)
No formal qualifications 5(18) 7 (25) 12 (22)
Employment Status Full-time employment 7 (25) 15 (53.5) 22 (39)
Part-time employment 7 (25) 8 (28.5) 15 (27)
Housewife 7 (25) 5 (18) 12 (21.5)
Unemployed 7 (25) O(-) 7 (12.5)
Social Status I -  Professional 2 (7 ) 5(18) 7 (12.5)
II -  Intermediate 11 (39) 5 (18) 16 (28.5)
IIIN -  Skilled non-manual 10 (36) 12 (43) 22 (39)
HIM -  Skilled manual 0 (-) 0 (-) 0 (-)
IV -  Semi-skilled manual 4 (14 ) 4 (14 ) 8 (14.5)
V -  Unskilled manual 1(4) 2 (7 ) 3 (5.5)
1.7 Social Status
Social status was based on participants’ last occupation, using the Office of 
Population Censuses and Statistics (OPCS, 1991) categories (Table 3). The majority 
of participants in both groups fell in the middle categories {Intermediate & Skilled) '. It 
was difficult to establish if there was a significant difference between the groups on
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this variable from a visual examination o f the data. To perform a Chi-Square test, the 
six categories were collapsed into three to bypass the problem o f low cell count. The 
new categories were Professional/Intermediate, Skilled manual/non-manual, and 
Manual semi-skilled/unskilled. Using these categories, the analysis suggests there was 
no difference between the groups on this variable (x2 = 0.664, df= 2,/> = .717).
2. Initial Data
The following data were collected at the first interview where all participants (N = 56) 
completed a datasheet, Beck Depression and Anxiety Inventories, and a CAT scale. 
There were no missing data in this dataset.
2,1 Beck Depression Inventory (BDI)
The mean BDI score for the sample was 13.89 (SD = 1.35) with the clinical group 
scoring in the moderate depression range (Kendall et al., 1987) (mean = 21.29; SD = 
8.53) and the comparison group scoring in the asymptomatic range (mean = 6.50; SD 
= 4.52) (Table 4). The difference between the groups was statistically significant (t = 
8.104,/? < .001).
Table 4. Depression (BDI) and Anxiety (BAI) scores
Clinical Group Comparison Group Total Sample
BDI Mean 21.29 6.50 13.89
Standard Deviation 8.53 4.52 10.07
Range 9 - 3 8 0 - 1 5 0 - 3 8
Unrelated T-test (t) = 8.104 d f=  41.03 Sig. (2-tailed) =-.000**
BAI Mean 17.36 5.57 11.46
Standard Deviation 9.06 5.07 9.39
Range 1 - 3 1 0-20 0 - 3 1
Unrelated T-test (t) = 6.008 d f=  42.43 Sig. (2-tailed) =-.000**
** Difference is significant at the .001 level
2,2 Beck Anxiety Inventory (BAI)
The mean BAI score for the sample was 11.46 (SD = 9.39) with the clinical group 
scoring in the moderate anxiety range (mean = 17.36; SD = 9.06) and the comparison
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group scoring in the minimal anxiety range (mean = 5.57; SD = 5.07) (Table 4). The 
difference between the groups was statistically significant (t=  6.008,/? < .001).
When tested, there was a significant positive correlation between BDI and BAI scores 
in the sample as a whole (r = .698, p  < .001) as well as in the separate groups. The 
correlation between the Beck scores was, however, stronger in the comparison group 
(r = .553, p  = .002) than in the clinical group (r = .407, p  = .031).
2.3 Child Abuse and Trauma (CAT) Scales
Prior to any analysis o f the CAT scale data, the scale’s reliability (internal 
consistency) was tested. The total CAT scale had a high internal consistency 
(Cronbach’s alpha = .95). All the subscales also had high internal consistency (.77 for 
CSA; .80 for CPA; .91 for CN/HE; and .92 for CEA).
As mentioned earlier in this paper, most o f the data from the CAT scales were not 
normally distributed. In such circumstances, the mean and standard deviation may not 
be representative measures of central tendency and dispersion. Those two measures 
are very sensitive and can be easily distorted by extreme measures such as in skewed 
distributions. Therefore, the median and the semi-interquartile range will be presented 
as additional measures of central tendency and dispersion. It is hoped this will give the 
reader a better representation of the distribution o f the data. The semi-interquartile (s- 
i) range was used instead of the range as the former is a better measure of whether or 
not the values in the distribution are closely grouped around the mean.
The data from the overall Child Abuse and Trauma (CAT) scale will be presented 
first, followed by data from the four subscales within it. Table 5 summarises the 
descriptive data for the overall CAT scale and CAT subscale scores for the total 
sample as well as the two groups separately. It also summarises the results o f the 
group comparisons (Unrelated T-tests). The groups compared were clinical vs. 
comparison. Due to the small size of the sample, it was not possible to compare abuse 
vs. no abuse within groups. To remind the reader, the scores are on a scale of 0 to 4 
{Never -  Rarely -  Sometimes -  Often -  Always), with higher scores indicating a 
greater frequency o f abuse.
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2.3.1 Overall Child Abuse and Trauma (CAT) Scale
An initial screening of the data revealed that 71% (n = 20) of the clinical group and 21 
% (n = 6) of the comparison group reported some form of maltreatment (score > 1). 
The clinical group median score fell within the Rarely-Sometimes range (median = 
1.38, s-i range = 0.54) and the comparison group’s within the Never-Rarely range 
(median = 0.53, s-i range = 0.22). The difference between the two groups was found 
to be statistically significant (z = 3.467, p = .001) (Table 5).
Table 5. CAT Scale scores
Clinical Comparison Total
Group___________ Group___________Sample
Overall CAT Mean 1.42 0.74 1.08
Standard deviation 0.72 0.62 0.75
Median 1.38 0.53 0.83
Semi-interquartile range 0.54 0.22 0.60
Mann-Whitney U = 180.000 Z = -3.467 Asymp. Sig. (2-tailed) = .001**
CSA Mean 0.37 0.16 0.26
Standard deviation 0.69 0.33 0.55
Median 0.00 0.00 0.00
Semi-interquartile range 0.25 0.06 0.17
Mann-Whitney U = 321.000 Z = -1.380 Asymp. Sig. (2-tailed) = .168
CP Mean 1.86 1.24 1.55
Standard deviation 0.88 0.75 0.87
Median 1.92 1.08 1.25
Semi-interquartile range 0.73 0.48 0.65
Mann-Whitney U = 222.000 Z = -2.795 Asymp. Sig. (2-tailed) = .005*
CN/HE Mean 1.64 0.78 1.21
Standard deviation 0.92 0.70 0.92
Median 1.50 0.50 0.96
Semi-interquartile range 0.67 0.31 0.67
Mann-Whitney U = 163.000 Z = -3.56 7 Asymp. Sig. (2-tailed) = .000**
CEA Mean 1.85 0.88 1.36
Standard deviation 1.07 0.81 1.06
Median 1.79 0.71 0.86
Semi-interquartile range 1.00 0.30 0.63
Mann-Whitney U = 175.500 Z = -3.565 Asymp. Sig. (2-tailed) = .000**
** Difference is significant at the .001 level 
* Difference is significant at the .01 level
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2.3.2 Child Sexual Abuse (CSA) Subscale
11% (n = 3) of the clinical group and 7 % (n = 2) of the comparison group reported a 
history of sexual abuse. Both groups’ median scores fell within the Rarely-Sometimes 
range (Table 5). There was no difference between the two groups on this variable (z = 
1.380,/? = .168).
2.3.3 Child Punishment (CP) Subscale
79% (n = 22) of the clinical group and 68 % (n = 19) of the comparison group 
reported a history of punishment. Both groups’ median scores fell within the Rarely- 
Sometimes range. The clinical group had a median score of 1.92 (s-i range = 0.73) and 
the comparison group a median score of 1.08 (s-i range = 0.48). However, the 
difference between the two groups was found to be statistically significant (z = 2.795, 
p  = .005) (Table 5).
2.3.4 Child Neglect /  Negative Home Environment (CN/HE) Subscale
75% (n = 21) of the clinical group and 25 % (n = 7) of the comparison group reported 
a history of neglect. The clinical group’s median score fell within the Rarely- 
Sometimes range (median = 1.50, s-i range = 0.67) and the comparison group’s within 
the Never-Rarely range (median = 0.50, s-i range = 0.31). The difference between the 
two groups was found to be statistically significant (z = 3.756,/? = .000) (Table 5).
2.3.5 Child Emotional Abuse (CEA) Subscale
68% (n = 19) of the clinical group and 25 % (n = 7) of the comparison group reported 
a history of emotional abuse. The clinical group’s median score fell within the Rarely- 
Sometimes range (median = 1.79, s-i range = 1.00) and the comparison group’s within 
the Never-Rarely range (median = .71, s-i range = 0.30). The difference between the 
two groups was found to be statistically significant (z = 3.565,/? = .000) (Table 5).
2.3.6 The relationship between the CAT scales
Table 6 summarises the correlations between the overall CAT score and the four 
subscale scores. Starting with the total sample, there was a significant positive 
correlation (p < .01) between the CAT scale and all the subscales. A significant
195
Research Dossier: Major Research Project
correlation was also found between all the subscales except for CSA / CP (Spearman’s 
rho = .247,/? = .067).
In the Clinical group, fewer statistically significant correlations were found. Whereas 
the CAT scale correlated positively with most of the subscales, the correlation with 
CSA (rho = .327) did not reach statistical significance (p = .089). In fact, the 
correlation between CSA and all other subscales (CP, CN/HE, CEA) failed to reach 
significance (p = A ,p  = .221, andp  = .805 respectively). All other correlations were 
positive and statistically significant (p < .001).
In the comparison group, the same statistically significant (p < .01, except for CP and 
CN/HE where p  < .05) positive correlations were found between the CAT scale and 
the subscales and between the subscales. The correlation between CSA and CP (rho = 
.288) was the only one not to reach statistical significance (p = .137).
Table 6. Correlations (Spearman’s rho) between the CAT scores
Overall CAT CSA CP CN/HE CEA
Clinical
Group
Comparison
Group
Overall CAT 1.000
CSA .327 1.000
CP .845 ** .100 1.000
CN/HE .937 ** .239 .721 ** 1.000
CEA .834 ** .049 795 ** .754 ** 1.000
Overall CAT 1.000
CSA .530 ** 1.000
CP 711 ** .288 1.000
CN/HE .885 ** .523 ** .429* 1.000
CEA .831 ** .577 ** .592 ** .662 ** 1.000
Overall CAT 1.000
CSA .469 ** 1.000
CP .837 ** .247 1.000
CN/HE .953 ** 449 ** .706 ** 1.000
CEA .890 ** .469 ** .772 ** .837 ** 1.000
** Correlation is significant at the .01 level (2-tailed)
* Correlation is significant at the .05 level (2-tailed)
2.4 The relationship between BDI/BAI and CAT scales
2.4.1 Beck Depression Inventory (BDI)
In the total sample, a significant positive correlation (p < .05) was found between the 
BDI and all of the CAT scales. In the individual groups, however, a significant (p <
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.05) positive correlation was found only between the BDI and the CEA subscale (in 
both groups) and between the BDI and the overall CAT scale (in the comparison 
group). Two other correlations in the comparison group were also high (CSA, rho = 
.306, p  = .057; and CN/HE, rho = .316, p  = .051) but failed to reach statistical 
significance. (Table 7).
2.4.2 Beck Anxiety Inventory (BAI)
In the total sample, there was a significant positive correlation between the BAI and 
all the CAT scales, except for the CSA subscale (rho = .205, p  = .064). There was no 
significant correlation between the BAI and any o f the CAT scales in the individual 
groups. The highest correlation, however, was between the BAI and the CSA subscale 
in the comparison group (rho = .318,p = .0507) and this relationship was very close to 
statistical significance. (Table 7).
Table 7. Correlations (Spearman’s rho) between the BDI, BAI, and CAT scales
Overall CAT CSA CP CN/HE CEA
Clinical Group .232 .086 .209 .137 .353 *
Comparison Group .333 * .306 .141 .316 .342 *
Total Sample .587 ** .278 * .448 ** .582 ** .586 **
Clinical Group .093 .018 .133 .120 .145
Comparison Group .037 .317 -.042 .076 .106
Total Sample .337 ** .205 .259* .388 ** .379 **
** Correlation is significant at the .01 level (1-tailed)
* Correlation is significant at the .05 level (1-tailed)
3. Follow-up data
The following data were collected at the second interview where participants (n = 38) 
completed new BDI, BAI, and CAT scales. 18 (64%) and 20 (71%) participants were 
followed up from the clinical and comparison groups respectively. To avoid confusion 
over the source of data (i.e. initial vs. follow-up), all the follow-up measures will be 
referred to with the number ‘2’ at the end (e.g. BDI at follow-up will be referred to as 
BDI-2).
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3.1 Follow-up Beck Depression Inventory (BDI-2)
The mean BDI-2 score for the sample was 8.71 {SD = 7.53) with the clinical group’s 
mean score falling in the mild depression range (mean = 11.33; SD = 9.20; 78% 
scoring below 17) and the comparison group’s mean score falling the asymptomatic 
range (mean = 6.35; SD = 4.74) (Table 8). The difference between the groups was 
statistically significant {t = 2.065, p  = .049).
3.2 Follow-up Beck Anxiety Inventory (BAI-2)
The mean BAI-2 score for the sample was 7.92 {SD = 6.62) with the clinical group 
scoring in the mild anxiety range (mean = 11.33; SD = 7.42) and the comparison 
group scoring in the minimal anxiety range (mean = 4.85; SD = 3.90) (Table 8). The 
difference between the groups was statistically significant {t = 3.318,/? = .003,).
Table 8. Follow-up Depression (BDI-2) and Anxiety (BAI-2) scores
Clinical Group Comparison Group______ Total Sample
BDI-2 Mean 11.33 6.35 8.71
Standard Deviation 9.20 4.74 7.53
Range 1 -2 8  0 - 1 4  0 - 2 8
Unrelated T-test (t) = 2.065 df = 24.82 Sig. (2-tailed) = . 049*
BAI-2 Mean 11.33 4.85 7.92
Standard Deviation 7.42 3.90 6.62
Range 2 - 2 5  0 - 1 2  0 - 2 5
Unrelated T-test (t) = 3.318 df = 25.1 Sig, (2-tailed) =.003**
** Difference is significant at the .01 level 
* Difference is significant at the .05 level
When tested, there was a statistically significant positive correlation between BDI-2 
and BAI-2 scores for the whole sample (r = .636, p  = .000). This was also true for 
both the clinical group (r = .581, p  = .011) and the comparison group (r = .550, p  = 
.012).
3.3 Follow-up Child Abuse and Trauma (CAT-2) Scales
3.3.1 Follow-up overall Child Abuse and Trauma (CAT-2) Scale
At follow-up, 89% (n = 16) of the clinical group and 15% (n = 3) of the comparison
group reported some form o f maltreatment (score > 1). The clinical group median
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score fell within the Rarely-Sometimes range (median = 1.48, s-i range = 0.58) and the 
comparison group’s within the Never-Rarely range (median = 0.56, s-i range = 0.18) 
(Table 9). The difference between the two groups was found to be statistically 
significant (U = 59.000, p  = .000).
Table 9. Overall CAT-2 scale scores
Clinical Comparison Total
Group___________Group__________ Sample
N 18 20 38
Overall CAT-2 Mean 1.62 0.72 1.15
Standard deviation 0.70 0.60 0.79
Median 1.48 0.56 0.94
Semi-interquartile range 0.58 0.18 0.75
Mann-Whitney U = 59.000 Asymp. Sig. (2-tailed) = .000**
CSA-2 Mean 0.33 0.09 0.21
Standard deviation 0.51 0.20 0.39
Median 0.17 0.00 0.00
Semi-interquartile range 0.27 0.06 0.17
Mann-Whitney U = 119.000 Asymp. Sig. (2-tailed) = .077
CP-2 Mean 1.95 1.25 1.58
Standard deviation 0.&7 0.66 0.&3
Median 2.09 1.09 1.42
Semi-interquartile range 0.69 0.25 0.59
Mann-Whitney U = 80.500 Asymp. Sig. (2-tailed) = .003*
CN/HE-2 Mean 1.89 0.71 1.27
Standard deviation 0.85 0.78 1.00
Median 1.97 0.47 1.00
Semi-interquartile range 0.64 0.27 0.90
Mann-Whitney U = 48.500 Asymp. Sig. (2-tailed) = .000**
CEA-2 Mean 2.33 0.85 1.55
Standard deviation 1.04 1.13
Median 2.43 0.71 1.07
Semi-interquartile range 0.86 0.27 0.&9
Mann-Whitney U = 40.500 Asymp. Sig. (2-tailed) = .000**
** Difference is significant at the .001 level 
* Difference is significant at the .01 level
3.3.2 Follow-up Child Sexual Abuse (CSA-2) Subscale
5.5% (n = 1) of the clinical group and no one in the comparison group reported a 
history of sexual abuse. Both groups scored within the Rarely-Sometimes range on the
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CSA-2 subscale (Table 9). There was no difference between the two groups on this 
variable (U = 119.000, p  = .077).
3.3.3 Follow-up Child Punishment (CP-2) Subscale
89% (n = 16) of the clinical group and 80% (n = 16) of the comparison group reported 
a history of punishment. On the CP-2 subscale (Table 9), the clinical group scored 
within the Sometimes-Often range (median = 2.09, s-i range = 0.69) and the 
comparison group scored within the Rarely-Sometimes range (median = 1.09, s-i range 
= 0.25). The difference between the two groups was found to be statistically 
significant (U = 80.500,/? = .003).
3.3.4 Follow-up Child Neglect/ Negative Home Environment (CN/HE -2) Subscale 
89% (n = 16) of the clinical group and 15% (n = 3) of the comparison group reported 
a history of neglect. On the CN/HE-2 subscale (Table 9), the clinical group scored 
within the Rarely-Sometimes range (median = 1.97, s-i range = 0.64) and the 
comparison group scored within the Never-Rarely range (median = 0.47, s-i range = 
0.27). The difference between the two groups was found to be statistically significant 
(11 = 48.500,/? = .000).
3.3.5 Follow-up Child Emotional Abuse (CEA-2) Subscale
Finally, 94% (n = 17) of the clinical group and 25% (n = 5) of the comparison group 
reported a history of emotional abuse. On the CEA-2 subscale (Table 9), the clinical 
group scored within the Sometimes-Often range (median = 2.43, s-i range = 0.86) and 
the comparison group scored within the Never-Rarely range (median = .71, s-i range = 
0.27). The difference between the two groups was also found to be statistically 
significant (U = 40.500, p  = .000).
3.3.6 The relationship between the CAT-2 scales
Table 10 is a summary of the correlations between the CAT-2 scale and the subscales. 
Starting with the total sample, there was a significant positive correlation (p < .01) 
between the CAT-2 scale and all the subscales, except for CSA-2 (rho = .269, p  = 
.102). A significant correlation was also found between all the subscales except for 
CSA-2, which did not correlate significantly, with any of the other subscales.
200
Research Dossier: Major Research Project
Table 10. Correlations (Spearman’s rho) between the CAT-2 scores
Overall CAT-2 CSA-2 CP-2 CN/HE-2 CEA-2
Clinical
Group
Group
Overall CAT-2 1.000
CSA-2 -.017 1.000
CP-2 .887 ** -.232 1.000
CN/HE-2 .929 ** -.082 .861 ** 1.000
CEA-2 .825 ** -.148 .744 ** .632 ** 1.000
Overall CAT-2 1.000
CSA-2 .375 1.000
CP-2 .735 ** .028 1.000
CN/HE-2 .787 ** .407 .496* 1.000
CEA-2 .887 ** .229 .805 ** .599 ** 1.000
Overall CAT-2 1.000
CSA-2 .269 1.000
CP-2 .911 ** .077 1.000
CN/HE-2 .941 ** .301 .829 ** 1.000
CEA-2 .918 ** .229 .851 ** .837 ** 1.000
** Correlation is significant at the .01 level (2-tailed) 
* Correlation is significant at the .05 level (2-tailed)
In the Clinical group, a similar correlation pattern to the one found in the total sample 
emerged (Table 10). There was a significant positive correlation (p < .01) between the 
CAT-2 scale and all the subscales, except for CSA-2 (rho = -.017, p  = .947) where 
almost no correlation was found. A significant positive correlation was also found 
between all the subscales except for CSA-2, which did not correlate significantly with 
any of the other subscales. All the correlations with CSA-2 were also negative.
The correlations in the comparison group (Table 10) followed a similar pattern to the 
ones for the clinical group. A statistically significant positive correlation was found 
between the CAT-2 scale and CP-2, CN/HE-2, and CEA-2. The correlation with CSA- 
2 (rho = .375) was higher in this group but failed to reach statistical significance (p = 
.103). A significant positive correlation was found between all the subscales except 
for CSA-2, which did not correlate significantly with any o f the other subscales. The 
correlation coefficients for this group were slightly higher than the ones for the 
clinical group and one of them (rho = .407 for CN/HE-2) almost reached significance 
at the .05 level (p = .075). The strongest correlation was found between the CAT-2 
scale and the CEA-2 subscale.
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3.4 The relationship between BDI-2/BAI-2 and CAT-2 scales
3.4.1 Follow-up Beck Depression Inventory (BDI-2)
In the total sample, a significant positive correlation was found between the BDI-2 
and the CN/HE-2 (rho = .329, p  = .022) and CEA-2 subscales (rho = .343, p  = .018) 
(Table 11). There was no significant correlation between BDI-2 and CAT-2 scales in 
the clinical group. A significant positive correlation, however, was found between the 
BDI-2 and the CN/HE-2 (rho = .453, p  = .022) and CSA-2 (rho = .422, p  = .032) 
subscales in the comparison group.
Table 11. Correlations (Spearman’s rho) between the BDI-2, BAI-2, and CAT-2 scores
Overall CAT-2 CSA-2 CP-2 CN/HE-2 CEA-2
BDI-2 Clinical Group .051 -.120 .122 -.079 .158
Comparison Group .315 .422* -.037 .453 * .199
Total Sample .318 .196 .218 .329* .343 *
BAI-2 Clinical Group .516* .009 .380 .352 .501 *
Comparison Group .221 .159 .215 .168 .182
Total Sample .574 ** .192 .493 ** .524 ** .553 **
** Correlation is significant at the .01 level (1-tailed) 
* Correlation is significant at the .05 level (1-tailed)
3.4.2 Follow-up Beck Anxiety Inventory (BAI-2)
In the total sample there was a significant positive correlation between the BAI-2 and 
all o f the CAT-2 scales except for the CSA-2 subscale (rho = .192, p  = .124) (Table 
11). In the clinical group, however, there was a significant positive correlation 
between the BAI-2 and the CAT-2 scale (rho = .516, p  = .014) as well as between the 
BAI-2 and the CEA-2 subscale (rho = .343, p  = .020). There were no significant 
correlations in the comparison group.
4. Comparing Initial and Follow-up Data
When comparing initial and follow-up data, only data from the followed-up group 
were analysed (n = 38; 18 clinical and 20 comparison participants).
4.1 Differences between followed-up and notfollowed-up participants
It was important before starting with the analyses to establish whether or not the 
participants who were followed-up were significantly different from those who were
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not followed-up. Statistical tests (T-tests and Mann-Whitney tests) were used to 
compare ‘follow-up’ and ‘no follow-up’ participants on age and on the initial BDI, 
BAI and CAT scale. Table 12 summarises the means and standard deviations for those 
data. Due to the small cell count, it was not possible to compare those participants on 
other demographic data. However, descriptive statistics for those data (Appendix 13) 
suggest the two groups did not differ a great deal on those variables. It was not 
considered necessary to compare ‘follow-up’ and ‘no follow-up’ participants on the 
CAT subscales but the descriptive data from those subscales can be found in 
Appendix 13.
Table 12. ‘Followed-up’ (F) vs. ‘Not Followed-up’ (NF) participants
Clinical Comparison Total Sample
Group__________  Group____________________
F NF F NF F NF
N 18 10 20 8 38 18
Age Mean 40.83 40.00 44.35 47.13 42.68 43.17
Standard Deviation 9.66 &67 iz a g 11.32 11.45 10.29
BDI Mean 21.83 20.30 6.90 5.50 13.97 13.72
Standard Deviation 9.21 4.17 5.48 9.90 10.70
BAI Mean 17.89 16.40 5.35 6.13 11.29 11.83
Standard Deviation Add 10.14 3.42 7.70 9.07 10.31
CAT Scale Mean 1.69 0.92 0.72 0.79 1.18 0.86
Standard Deviation 0.64 0.60 0.60 0.69 0.79 0.63
Median 1.68 0.91 0.55 0.51 0.92 0.54
Semi-interquartile Range 0.66 0.55 0.20 0.41 0.64 0.50
4.1.1 Age
Starting with the total sample, there was no difference between ‘follow-up’ and ‘no 
follow-up’ participants on age (t = 0.152, df = 54,/? = .880, two-tailed). This was also 
true for the clinical group (t = 0.227, df = 26,/? = .823, two-tailed) and the comparison 
group (t = 0.532, df = 26,/? = .599, two-tailed) when looked at separately.
4.1.2 Beck Depression Inventory (BDI)
There was no difference between follow-up and no follow-up participants on the BDI 
in the total sample {t = 0.086, df = 54,/? = .931, two-tailed). This was also true for the
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clinical group (t = 0.449, df = 26, p  = .657, two-tailed) and the comparison group (t = 
0.734, df = 26,/? = .469, two-tailed) when looked at separately.
4.1.3 Beck Anxiety Inventory (BAI)
There was no difference between follow-up and no follow-up participants on the BAI 
in the total sample {t = 0.201, df = 54,/? = .842, two-tailed). This was also true for the 
clinical group {t = 0.410, df = 26, p  = .685, two-tailed) and the comparison group (t = 
0.272, df = 8.41,/? = .792, two-tailed) when looked at separately.
4.1.4 Child Abuse and Trauma (CAT) Scale
In the total sample, there was no statistically significant difference between follow-up 
and no follow-up participants on the CAT scale (z = 1.702, p  = .089, two-tailed). 
However, when the sample was split into the two groups for analysis, a significant 
difference (z = 2.637, p  -  .008, two-tailed) was observed in the clinical group. The 
followed-up participants had a median CAT score of 1.68 (s-i range = 0.66) whereas 
the not followed-up participants had a significantly lower median of 0.91 (s-i range =
0.55) (Table 12). As for the total sample, there was no significant difference between 
followed-up and not followed-up participants in the comparison group (z = 0.127,/? = 
.899, two-tailed).
4.2 Differences between initial (Time 1) andfollow-up (Time 2) data 
This analysis was done in three stages. Firstly, initial and follow-up data were 
compared on the BDI, BAI, the overall CAT scale, and the CEA subscale (CSA, CP 
and CN/HE data can be found in Appendix 14). Secondly, a new variable, difference 
(the difference between initial and f-up scores), was computed for the BDI, BAI, CAT 
scale, and CEA scores. The groups were compared on this variable. Finally, BDI and 
BAI differences were correlated with CAT and CEA differences.
4.2.1 Beck Depression Inventory (BDI)
The clinical group’s mean score on the BDI decreased at follow-up. The difference 
between initial and f-up mean scores was statistically significant (t = 5.733, df = 17,/? 
< .001, two-tailed) (Table 13). The comparison group’s scores, however, did not 
change significantly over time (J = 0.806, df = 19,/? = .430, two-tailed).
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Table 13. Beck Depression Inventory (BDI) scores
Clinical Group______ Comparison Group_______ Total Sample
BDI BDI2 BDI BDI2 BDI BDI2
N 18 18 20 20 38 38
Mean 21.83 11.33 6.90 6.35 13.97 8.71
Standard Deviation 8.35 9.20 4.17 4.74 9.91 7.53
Mean Difference 10.50 0.55 5.26
Standard Deviation 7.77 3.05 7.61
Related T-test (t) 5.733 0.806 4.265
df 17 19 37
Sig. (2-tailed) - p .000** .430 .000**
** Difference is significant at the .001 level
There was also a statistically significant difference between the clinical and 
comparison groups (t=  5.091, df = 21.61, p <  .001, two-tailed) on the new variable of 
difference (see Table 13 for means and standard deviations for the difference 
variable). In other words, the difference between initial and follow-up scores was 
significantly greater for the clinical group.
4.2.2 Beck Anxiety Inventory (BAI)
On the BAI, the clinical group’s scores were also lower at follow-up and this 
difference was statistically significant {t = 3.034, df = 17,/? = .007, two-tailed) (Table 
14). Similarly to the BDI, the comparison group’s scores did not change significantly 
over time {t = 0.687, df = 19,/? = .500, two-tailed).
Table 14. Beck Anxiety Inventory (BAI) scores
Clinical Group Comparison Group Total Sample
BAI BAI 2 BAI BAI2 BAI BAI2
N 18 18 20 20 38 38
Mean
Standard Deviation
17.89
Add
11.33
7.42
5.35
3.&?
4.85
3.90
11.29
9.07
7.92
6.62
Mean Difference 
Standard Deviation
6.56
9.17
0.50
3.25
3.37
7.31
Related T-test (t) 
df
Sig. (2-tailed) - p
3.034
17
.007**
0.687
19
.500
2.841
37
.007**
** Difference is significant at the .01 level
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The two groups differed significantly on the difference variable (t = 2.656, df = 20.83, 
p  = .015, two-tailed), with the clinical group’s difference being significantly greater. 
Table 14 summarises the means and standard deviations for this variable.
4.2.3 Child Abuse and Trauma (CAT) Scale
Generally, recollections o f maltreatment were found to be reliable and consistent. As 
Table 15 demonstrates, there was little difference in the number of people who 
reported a history of maltreatment (score > 1) at the initial and follow-up interviews. 
Where there was disagreement between initial and follow-up reports, screening of the 
data revealed this was due to very slight changes in the mean scores which move an 
individual’s score either side of the cut-off point of 1 (e.g. 0.98 at initial interview 
becoming 1.04 at follow-up).
Table 15. Reliability of recollections of maltreatment
Clinical Group Comparison Total Sample
(N=20) Group (N=18) (N=38)
n‘ (%) n(%) n(%)
Overall CAT Initial 15 (83) 3(15) 18(47)
Follow-up 16 (89) 3(15) 19 (50)
CSA Initial 1 (5.5) 0 (-) 1 (2.6)
Follow-up 1 (5.5) 0 (-) 1 (2.6)
CP Initial 18(100) 14 (70) 32 (84)
Follow-up 16 (89) 16 (80) 32 (84)
CN/HE Initial 16 (89) 5(25) 21 (55)
Follow-up 16 (89) 3(15) 19 (50)
CEA-2 Initial 15 (83) 5(25) 20 (52)
Follow-up 17(94) 5(25) 22 (58)
1 Number of participants who reported a history of maltreatment (score > 1)
a) Child Abuse and Trauma (CAT) Scale
There was no difference between initial and follow-up mean scores on the CAT scale 
for either the clinical group (z = 1.184, N-ties = 17, p  = .237, two-tailed) or the 
comparison group {z = .187, N-ties = 20,p = .825, two-tailed) (Table 16).
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There was also no significant difference between the groups (t = 1.102, df = 36, p  = 
.278, two-tailed) on the new difference variable (see Table 16 for means and standard 
deviations).
Table 16. Overall CAT scale scores
Clinical Group Comparison Group Total Sample
CAT CAT2 CAT CAT2 CAT CAT2
N 18 18 20 20 38 38
Mean 1.69 1.62 0.72 0.72 1.18 1.15
Standard Deviation 0.64 0.70 0.60 0.60 0.79 0.79
Median 1.68 1.48 0.55 0.56 1.18 0.94
Semi-interquartile Range 0.66 0.58 0.20 0.18 0.64 0.75
Mean difference 0.07 0.002 0.03
Standard Deviation 0.18 0.20 0.19
Wilcoxon Signed Ranks Test (z) 1.1843 -.187a <o 00
Sig. (2-tailed) - p .217 .327
a Based on positive ranks
b) Child Emotional Abuse (CEA) Subscale
There was no difference between initial and follow-up mean scores on the CEA 
subscale for either the clinical group (z = 0.698, N-ties = \ 6 , p  — .485, two-tailed) or 
the comparison group (z = 0.429, N-ties = 20,p = .668, two-tailed) (Table 17).
Table 17. CEA subscale scores
Clinical Group Comparison Group Total Sample
CEA CEA2 CEA CEA2 CEA CEA2
N 18 18 20 20 38 38
Mean 2.29 2.33 0.89 0.85 1.55 1.55
Standard Deviation 1.03 1.04 0.81 0.64 1.15 i . i i
Median 2.42 2.43 0.71 0.71 1.55 1.07
Semi-interquartile Range 0.86 0.25 0.27 0.86 O S
Mean difference -0.04 0.04 0.003
Standard Deviation 0.27 0.36 0.32
Wilcoxon Signed Ranks Test (z) -.698 b -.429a -.0391
Sig. (2-tailed) - p .485 .668 .969
a Based on positive ranks 
b Based on negative ranks
207
Research Dossier: Major Research Project
There was also no significant difference between the groups (/ = 0.787, df = 36, p  = 
.436, two-tailed) on the new difference variable (see Table 17 for means and standard 
deviations).
Finally, correlational analyses of the difference between initial and follow-up data 
(Table 18) revealed a statistically significant correlation between changes in the BDI 
and the BAI (rho = .627; p  = .005) in the clinical group. Changes in the CAT and CEA 
scales also showed a significant positive correlation in the comparison group (rho = 
.612; p  = .004) and a nearly significant positive correlation in the clinical group (rho = 
.463; p  = .053).
There were no significant correlations between the changes in BDI and maltreatment 
scores, neither were there significant correlations between the anxiety and 
maltreatment scores. This lack of a significant association suggests that the reports of 
childhood maltreatment were not affected by changes in depression and anxiety 
scores.
Table 18. BDI, BAI, CAT scale, and CEA subscale differences -  Correlations
BDI
Clinical Comparison Clinical
BAI
1 Comparison
CAT scale
Clinical Comparison
CEA subscale
Clinical Comparison
BDI
BAI
CAT scale 
CEA subscale
1.000 1.000 
.627 ** .152 
.054 -.133 
.105 .223
1.000
.108
.158
1.000
-.175
-.074
1.000
.463
1.000 
.612 ** 1.000 1.000
** Correlation is significant at the .01 level (2-tailed)
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VI. DISCUSSION
The present study has successfully replicated and extended Kent and Waller’s study 
(1998) by investigating the relationship between childhood maltreatment and adult 
depression in a clinically depressed sample as well as in a comparison non-depressed 
group. It also looked at the effect of mood on the recollection of childhood 
maltreatment. This was achieved through a longitudinal design whereby the sample 
was interviewed after a three to six month period to investigate whether or not a 
change in depression scores coincided with a change in reported childhood 
maltreatment scores.
The main form of childhood maltreatment investigated in this study was emotional 
abuse. This construct was measured using the new childhood emotional abuse (CEA) 
subscale, of the Child Abuse and Trauma (CAT) scale, as revised by Kent and Waller 
(1998). This study addresses a gap in the current body of research on childhood 
emotional abuse as it is one of very few that look at the relationship between 
emotional abuse and adult clinical depression. It is also the first to use the Child 
Abuse and Trauma Scale with a clinical population.
I. The sample
A total of 56 participants opted in and took part in this study from a significantly 
larger original sample of 428 women who were approached (108 clinically depressed 
and 320 non-depressed). No information was available on those who chose not to opt 
into the study due to the confidential nature of their health records. However, the 
results, which will be discussed later, suggest the sample was representative of the 
population it was intended to target, especially as the main findings were compatible 
with previous research in this area.
The final sample consisted of two equal groups (n = 28) of clinically depressed and 
non-depressed women. The latter, comparison group, was matched to the clinical 
group on gender (female), age (18-65), and postcode. Descriptive analyses of 
demographic data revealed that participants did not differ significantly on ethnic 
origin, marital status, educational level, and social status. This eliminated such 
variables as potential sources of variance between the groups. The only variable where
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there was a significant difference between the groups was employment status, with 
more unemployed participants in the clinical group than in the comparison group. This 
difference, however, was expected as people who are clinically depressed often suffer 
from loss of energy, have difficulties concentrating, and lose interest in almost all 
activities (APA, 1994).
2. Depression and anxiety
The clinical group’s mean score for depression fell within the moderate depression 
range -  a finding which is consistent with figures from the BDI normative sample for 
‘major depression’ (Beck & Steer, 1987b). The group’s mean score was also similar to 
figures reported for clinical samples from research examining abuse and depression 
(e.g. Kuyken & Brewin, 1999; Harmer, Sanderson, & Mertin, 1999). In contrast, the 
comparison group’s mean depression score fell into the asymptomatic range (Kendall 
et al, 1987), and was significantly lower than that for the depressed group.
Anxiety was also present in the clinical group whose mean anxiety score fell into the 
moderate anxiety range -  a finding consistent with data from the BAI normative 
sample for ‘generalised anxiety’ (Beck and Streer, 1987a). It is not uncommon to find 
co-morbidity between depression and anxiety, and significant positive correlations 
between the two have been reported in other clinical samples (Beck et al., 1988). The 
comparison group’s anxiety scores, on the other hand, fell into the minimal anxiety 
range and were significantly lower than those for the depressed group.
Taken together, these two findings suggest that the depressed group was similar to 
other clinically depressed groups reported in the literature in relation to their level of 
depression and their co-morbid anxiety. Further, the differences between the 
depressed and comparison group indicate that the latter group was neither clinically 
depressed nor anxious and in this respect would compare well with Kent and Waller’s 
non-clinical sample.
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3. Childhood maltreatment
Abuse and trauma were assessed using The CAT scale (Sanders & Becker-Lausen, 
1995). The CAT scale’s reliability was again demonstrated in this study as a high 
internal consistency was found in all o f the scales. The coefficients reported in this 
study were all higher than those reported previously by Sanders and Becker-Lausen 
(1995) and Kent and Waller (1998).
In seeking to understand the findings in this study, it is necessary to examine a number 
of aspects of the CAT data. These include the distribution of the study data, the rates 
of abuse found, and the descriptive data on the scale and its subscales.
Since its development in 1995, the CAT has been used in only four published studies 
(Kent, Waller, & Dagnan, 1999; Harmer et al., 1999; Kent & Waller, 1998; Kroll, 
Fiszdon, & Crosby, 1996). Both studies by Harmer et al. and Kroll et al. used clinical 
samples (substance misuse and personality disorder respectively) and both their 
samples scored in the clinical range on depression measures. While other research is 
limited, these studies do provide data on additional samples that can be referred to and 
used for comparisons with the results from the current study. Data for the revised 
CAT scale (including an emotional abuse subscale) can only be found in Kent and 
Waller (1998) and Kent et al. (1999). However, both studies used the same sample of 
236 female students and the same CAT dataset.
An initial screening of the CAT data in this study revealed that most data were 
positively skewed. This result was expected due to the nature of the scale. For the data 
to be normally distributed, the mean, mode, and median would lie around the middle 
score (score = 2) which would suggest all participants have been maltreated in their 
childhood -  an extremely unlikely event. It would be expected that abuse is more 
likely to occur in a minority o f people, hence the central tendency o f the data would 
more likely be between 0 and 1, as it was in this study. The data from the comparison 
group were more skewed than those from the clinical group. This may be have been 
due to more child maltreatment being reported in the clinical group. Sanders and 
Becker-Lausen’s (1995) data from both their samples were also found to be skewed in 
the same direction as in this study.
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In the current study, 71% of participants in the clinical group and 21% of those in the 
comparison group reported some form of childhood maltreatment (overall CAT 
score). Similar rates (68% and 25%) were found for emotional abuse (CEA). 
Unfortunately, there were no percentages of abuse vs. no abuse published for the CAT 
scale (only mean scores), and, as it has been discussed earlier (section 1-2.3), the CAT 
is one of very few self-report measures that yield such comprehensive overall 
maltreatment scores.
It was difficult to compare rates of abuse in this study with published prevalence rates 
for abuse, as this study is reporting on perceptions of maltreatment as opposed to 
registration rates. Very few studies look at the prevalence o f ‘perceived maltreatment’, 
and where such rates are published, the samples involved are unsuitable for 
comparisons with the current sample. For instance, Kuyken and Brewin (1995) and 
Bifulco et al. (1997) specifically over-sampled for participants with a history of 
childhood adversity or abuse. Ferguson and Dacey (1997) used a sample of health care 
professionals and found similar rates to the current study (72% reported a history of 
abuse). However, they argued that the high rates they reported might have been due to 
a bias in their sample. They offered a tentative hypothesis that people who have been 
abused tended to gravitate toward the helping professions. They reported similar 
findings by Karol, Micka, and Kuskowski (1992). Thus, while there is some 
agreement with the latter studies, it has to be acknowledged that the figures from the 
current study still seem rather high, suggesting that only more research into this area 
would reveal how representative they are.
Descriptive data for the CAT scales in this study were very similar to those reported 
by previous research. In the clinical group, the highest average score reported was for 
punishment, followed very closely by emotional abuse and then neglect. The subscale 
with the lowest score was Child Sexual Abuse (CSA). The same pattern was observed 
in the control group. These findings were the same as those reported in previous 
research using the CAT scale (Kent & Waller, 1998; Harmer et al., 1999). Even the 
average scores for the different subscales (in both groups) were comparable to the 
ones reported previously. There were no published studies reporting on the prevalence 
of emotional abuse within a clinical sample. However, it is worth noting that, in this
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study, the clinical group scores followed the same pattern as those of the comparison 
group and that emotional abuse was being reported with almost the same frequency as 
punishment.
Previous research has examined the structure of the CAT scale and the associations 
between its subscales (Sanders and Becker-Lausen, 1995; Kent and Waller, 1998). 
When the correlations between subscales in this study were undertaken, the findings 
reported by Kent and Waller were replicated. The CAT scale correlated significantly 
with all three subscales (CP, CN/HE, and CEA) in both groups, as did the subscales 
between themselves. The weakest associations were between the CSA subscale and 
the other subscales. These correlations suggest that the CAT subscales do not measure 
entirely distinct constructs. This was not an unusual finding, given what is known 
about the nature of child maltreatment.
4. The relationship between emotional abuse and mood
The relationship between emotional abuse and depression is one that has received 
little attention from researchers until recently. As mentioned earlier in this paper, all 
the studies which have looked at this relationship have exclusively looked at non- 
clinical samples. The current study looked at the relationship between emotional abuse 
and depression in both a clinical and a comparison group. Correlations between 
emotional abuse and depression scores were undertaken for both groups. Most studies 
looking at this relationship (e.g. Ferguson and Dacey, 1997) have used correlational 
designs as well as comparisons between samples with abuse and no abuse histories.
4.1 Group effects
As noted earlier, the clinical group scored significantly higher than the comparison 
group on depression and anxiety measures. Further analyses revealed that the clinical 
group also scored significantly higher than the comparison group on the overall CAT 
scale and subscales, except for sexual abuse (CSA). The CSA finding was unusual as 
most studies of sexual abuse report higher prevalence in clinical samples (e.g. 
Gladstone, Parker, Wilhelm, Mitchell, & Austin, 1999). It is likely that this finding 
was due to the small number of participants (n = 5, 9%) reporting sexual abuse in the 
total sample. Nevertheless, taken at face value, these findings also suggest that the
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relationship between sexual abuse and depression in this sample was not a strong one. 
Given that sexual abuse was not reported by many participants and the fact that both 
groups did not differ on this variable, only selected findings regarding CSA will be 
mentioned in further discussion.
As for the results on the other scales, this study’s findings were consistent with other 
research (e.g. Harmer et al., 1999). Harmer et al. compared their clinical sample of 
depressed women with Sanders and Becker-Lausen’s (1995) non-clinical sample of 
students and found significant differences between the groups on all CAT scales as 
well as on depression scores. The biggest difference they reported between the groups 
was on the neglect subscale. As mentioned earlier, Harmer et al. did not report any 
findings for CEA. In this study however, the biggest difference between the groups 
was found on the CEA subscale, followed closely by neglect. This result suggests 
people who are clinically depressed report a higher frequency o f childhood emotional 
abuse than those who are not and they do so more for CEA than any other form of 
abuse or neglect.
Since the clinical sample in this study reported a clinical level of anxiety as well 
depression, the same conclusions made about depression regarding its relationship 
with abuse would have to be made about anxiety. Unless anxiety is controlled for 
statistically, it would not be possible to tell for certain which outcome (anxiety or 
depression) had a stronger relationship with a history of childhood maltreatment. 
Given the small sample size, such analyses could not be performed. Ferguson and 
Dacey (1997) investigated the relationship between depression, anxiety, and 
psychological abuse by comparing abused and non-abused groups on mood measures. 
Their psychologically abused group reported greater anxiety than the non-abused 
group as well as greater depression. Their findings were congruent and lent support to 
the limited available literature which suggests that psychological abuse in childhood is 
related to symptoms of psychological distress in adulthood, such as depression and 
anxiety (e.g. Briere & Runtz, 1990; Gross & Keller, 1992). This study also adds to this 
growing body of evidence and highlights the importance of investigating emotional 
abuse in its own right, not simply as part of other forms of abuse.
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4.2 correlational analyses
Kent and Waller (1998) investigated the relationship between childhood maltreatment 
and mood using correlational and regressional analyses. They correlated depression 
and anxiety scores with abuse and neglect scores and found emotional abuse to be ‘the 
most consistent predictor of psychopathology’ (p.397). Their results added further 
support to other studies (e.g. Claussen & Crittenden, 1991) which have shown that 
CEA is of central importance in childhood abuse and that it is the best predictor of 
developmental outcome.
In the current study, no regression analyses were possible due to the small size of the 
sample, therefore only correlations between the measures were tested. In both groups, 
CEA had the strongest correlation with depression scores and was the only 
maltreatment subscale to yield a significant positive correlation. These results suggest 
that emotional abuse has a stronger relationship with depression than other forms of 
abuse. This replicates Kent and Waller’s (1998) findings and extends them into a 
clinical sample. The results from this study also add to recent evidence that suggested 
there was a greater role for emotional than physical or sexual abuse in predicting 
psychopathology (e.g. Kent, Waller, & Dagnan, 1999).
As for the relationship with anxiety, CEA scores had the strongest correlation with 
BAI scores in the clinical group and the second strongest after CSA in the comparison 
group. All the correlations, however, were very small in size and none of them 
reached statistical significance. The author speculated this might have been caused by 
the small variability in BAI data. Nevertheless, these results would still suggest CEA 
had a stronger relationship with anxiety than with other forms of maltreatment, 
especially in the clinical group.
As BDI correlations were larger and had higher levels of significance than BAI 
correlations, the author speculates whether these results suggest CEA has a stronger 
relationship with depression than with anxiety. It would not be valid to draw definite 
inferences from the data especially because o f the size o f the sample and the 
distribution of the data. Nevertheless, taken in conjunction with the group analyses 
results, a case can be made for the emerging strong association between depression (in
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both the clinical and non-clinical groups) and emotional abuse and the possible role 
emotional abuse might play in the aetiology o f depression.
5. The relationship between mood and recollections of abuse
In this study, high rates of childhood maltreatment were reported by participants, 
especially in the clinical group. A link was therefore proposed between a history of 
childhood emotional abuse and adult depression. However, studies measuring 
retrospective perceptions (e.g. Styroff & Janoff-Bullman, 1997) have highlighted the 
limitations of such designs. They postulated that when using such methodology, 
researchers have to be aware of the risk of memory distortions affecting the reports. 
Research on mood (e.g. Kuyken & Brewin, 1995) has also highlighted the potential 
memory biases that could be present in clinical depression. Such literature has been 
discussed in section II-3 of this paper and the reader is referred to it for more details.
In an attempt to address such limitations, this study followed the recommendations of 
other researchers (e.g. Styroff & Janoff-Bullman) and used a longitudinal design. The 
sample was followed-up within a six-month period and the same data were collected 
for comparison. The aim of this was to examine the reliability o f the reports obtained 
at the initial interview by comparing them to the ones collected at follow-up. And, 
since a clinically depressed sample was used in this study, the author recognised a risk 
that reported memories of abuse might be over-estimated due to the mood disorder. 
The longitudinal design was aimed to help obtain a more accurate picture of the 
prevalence of childhood maltreatment in depressed samples. It was hoped most 
participants’ depression in the clinical group would have remitted by follow-up. This 
would then allow for comparison between changes in mood and changes in 
recollections of maltreatment.
Before discussing the results from the longitudinal comparisons, it is important to note 
that, in order to ensure the followed-up participants were not a biased group, statistical 
analyses were performed comparing those who were followed-up with those who 
were not on various variables. 64% and 71% of the clinical and comparison groups 
respectively were followed-up. The results of the comparisons showed the two groups
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were matched on age, depression and anxiety scores, and childhood maltreatment 
scores.
5.1 Comparisons between initial and follow-up data
The clinical group’s depression and anxiety seemed to have remitted over time. The 
group’s average score on the Beck Depression and Anxiety Inventories decreased 
significantly from ‘moderate’ at the initial interview to ‘mild’ at follow-up. On the 
other hand, the group’s scores on all of the maltreatment scales, except for 
punishment, did not change significantly over time. These findings are very 
interesting as they imply that memories of abuse and neglect are not affected by 
fluctuations in mood. This contradicts current thinking about the relationship between 
mood and autobiographical memory (e.g. Kuyken & Brewin, 1995; refer to section II- 
4 for a discussion) which states that a higher frequency o f negative memory intrusions 
is related to more severe depression. The only current finding that is consistent with 
the above was that of childhood punishment, where a more severe depressive state 
was linked to more memories of childhood punishment being recalled. It is not clear 
why a difference was found between punishment and other forms of maltreatment but 
more research into this area, investigating the validity o f punishment as a form of 
abuse, and idiosyncratic differences in how different childhood memories are 
remembered, would shed more light on this matter.
As for the current findings that suggest recollections of abuse are not influenced by 
changes in mood, the author suggests that the memory biases discussed in the 
literature in relation to mood do not apply or extend to childhood abuse experiences. 
This would be consistent with findings reported by Brewin (1998) and Kuyken and 
Brewin (1999).
Whereas many studies (e.g. Brewin et al., 1997) look at occurrence of intrusive 
negative memories and their impact on autobiographical memory, few investigate the 
veracity of memories of childhood abuse and neglect. A recent study by Bifulco et al. 
(1997) used corroborating evidence from their participants’ siblings and found 
retrospective accounts of abuse and neglect to be reliable. Another recent study by 
Fergusson, Horwood, and Woodward (2000) tested the stability of child abuse reports
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using a longitudinal design and, although they detected inconsistencies in the 
reporting of such experiences, they found these inconsistencies to be unrelated to their 
participants’ psychiatric state.
The comparison group’s depression, anxiety, and maltreatment scores did not change 
over time. This finding lent further support to the reliability of the scales and adds to 
the validity of the findings reported on the initial data.
The relationship between mood fluctuations and recollections of childhood 
maltreatment were tested further through correlating changes in mood over time with 
changes in maltreatment reports. The aim of these analyses was to account for some of 
the variability in the data and allow for comparisons between individual differences, 
not just sample averages. The results from these analyses lent further support to the 
earlier findings. No significant correlations between differences in mood and 
maltreatment scores overtime were found.
6. Limitations of the current study
The strengths of the current study include its use of a clinical sample to investigate 
emotional abuse and its longitudinal design. Analyses have been undertaken that have 
adhered to the assumptions underlying the statistical tests employed. However, there 
are limitations that need to be discussed. Firstly, the author was aware of the small 
size of the sample and how this limited what statistical tests were used. A bigger 
sample would have allowed for regression analyses, which would have shed more 
light on the relationship between depression and childhood maltreatment. The author 
was also aware of the limitations of using non-parametric analyses. The use of 
parametric analyses might have increased the power of the analyses undertaken 
(Greene & d’Oliveira, 1998). However, it is worth noting that, for the majority of 
analyses conducted in this study, the results were highly significant and the use of 
more powerful analysis might not have yielded very different results.
Secondly, although many measures were put in place at the design stage of this study 
for the sample to be representative, participants were self-selecting and this might 
have created a bias towards more participants with a history of childhood
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maltreatment taking part in both groups. In fact, on interview, many of the participants 
stated that they opted into the study because it was addressing an area that is of 
personal interest to them. As a result, the reported prevalence rates of maltreatment in 
this sample may not be applicable to similar populations.
Thirdly, the relationship detected between childhood maltreatment and mood in this 
study was based on correlational analyses and no causal relationships could be 
deduced from them. However, most research into this area (e.g. Harmer et al., 1999) 
uses correlational desings to investigate such relationships, regardless of their 
limitations, due to the lack of alternative statistical methods available. New more 
sophisticated research methods that would allow for a more detailed investigation of 
the role of childhood maltreatment in the aetiology of depression are therefore called 
for.
7. Conclusions
This study replicated and extended Kent and Waller’s (1998) findings on the use of 
the Child Abuse and Trauma (CAT) scale as a measure of childhood emotional abuse. 
The current findings supported previous research by finding a significant relationship 
between mood and childhood emotional abuse. It also added to previous research by 
showing that; (a) such a relationship can also be found in clinical samples and, (b) 
memories of emotional abuse do not appear to be affected by fluctuations in mood 
severity, at least within the range of mood measured in this study.
This study highlighted a few areas, directly related to the CAT scale that would 
benefit from further research. Firstly, more research using the revised CAT Scale is 
needed, particularly with cross sectional community samples and clinical samples, to 
establish its generalisability and test its applicability in different settings and with 
different populations. Secondly, although the CAT scale seems to be a good measure 
of the multi-dimensional nature of abusive experiences, it would be interesting to 
explore its capability of yielding a measure of emotional neglect as well as abuse. The 
current neglect / negative home environment subscale seems to be measuring more 
than one construct and, with the growing interest in research into neglect as well as 
abuse, it would be worth investigating the role of each of the different items that
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contribute to this subscale. Thirdly, it is recommended that further research considers 
the role of additional items to the CAT scale, and to the emotional abuse subscale in 
particular (Kent & Waller, 1998). As it stands, the emotional abuse subscale does not 
tap into all the components of emotional abuse as identified by Hart and Brassard 
(1987, 1991) and there is particular scope for expansion into the facets of isolating and 
exploiting behaviours (Kent & Waller, 1998).
As for research into this area in general, the need for research into emotional abuse is 
self-evident. Future research must first address the problem of comparability across 
studies. Initially, this requires uniformity of definitions of emotional abuse and 
neglect, comprehensive measures that are reliable and cover the whole spectrum of 
maltreatment, and careful selection of comparable samples. With such methodological 
issues addressed, researchers would then need to concentrate more on finding better 
ways of identifying long-term sequelae of emotional maltreatment. A part of this work 
should involve elucidating the psychological processes that mediate and moderate 
such long-term effects, as such knowledge would be invaluable to clinical practice.
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VIII. APPENDICES
Appendix 1 -  Psychological Maltreatment (Brassard & Hart, 1991).
A repeated pattern or extreme incident(s) of the conditions described below constitute psychological 
maltreatment. Such conditions convey the message that the child is worthless, flawed, endangered, or 
only valuable in meeting someone else’s needs.
SPURNING (Hostile Rejecting/Degrading) includes verbal and non-verbal caregiver acts that reject 
and degrade the child.
■ Belittling, degrading, and other non-physical forms of overly hostile or rejecting treatment
■ Shaming and/or ridiculing the child for showing normal emotions such as affection, grief, or sorrow
■ Consistently singling out one child to criticise and punish, to perform most of the household chores, or to 
receive fewer awards
■ Public humiliation
TERRORISING includes caregiver behaviour that threatens or is likely to physically hurt, kill, 
abandon, or place the child or child’s loved ones or objects in recognisably dangerous situations.
■ Placing a child in unpredictable or chaotic circumstances
■ Placing a child in recognisably dangerous situations
■ Setting rigid or unrealistic expectations with the threat of loss, harm, or danger if they are not met
■ Threatening or perpetrating violence against the child
■ Threatening or perpetrating violence against a child’s loved ones or objects
ISOLATING includes caregiver acts that consistently deny the child opportunities to meet needs for 
interacting or communicating with peers or adults inside or outside the home.
■ Confining the child or placing unreasonable limitations on the child’s freedom of movement within his or 
her environment
■ Placing unreasonable limitations or restrictions on social interactions with peers or adults in the community
EXPLOITING/CORRUPTING includes caregiver acts that encourage the child to develop 
inappropriate behaviours (self-destructive, antisocial, criminal, deviant, or other maladaptive 
behaviours).
■ Modelling, permitting, or encouraging antisocial behaviour (e.g., prostitution, performance in pornographic 
media, initiation of criminal activities, substance abuse, violence to or corruption of others
■ Modelling, permitting, or encouraging developmentally inappropriate behaviour (e.g., parentification, 
infantalisation, living the parent’s unfulfilled dreams)
■ Encouraging or coercing abandonment of developmentally appropriate autonomy through extreme over­
involvement, intrusiveness, and/or dominance (e.g., allowing little or no opportunity or support for child’s 
views, feelings, and wishes, micro-managing child’s life)
■ Restricting or interfering with cognitive development
DENYING EMOTIONAL RESPONSIVENESS (Ignoring) includes caregiver acts that ignore the 
child’s attempts and needs to interact (failing to express affection, caring, and love for the child.
■ Being detached and uninvolved through either incapacity or lack of motivation
■ Interacting only when absolutely necessary
■ Failing to express affection, caring, and love for the child
MENTAL HEALTH, MEDICAL, AND EDUCATIONAL NEGLECT includes unwarranted 
caregiver acts that ignore, refuse to allow, or fail to provide the necessary treatment for the mental 
health, medical, and educational problems or needs of the child.
■ Ignoring the need for, failing, or refusing to allow or provide treatment for serious emotional/behavioural 
problems or needs of the child
■ Ignoring the need for, failing, or refusing to allow or provide treatment for serious physical health problems 
or needs of the child
■ Ignoring the need for, failing, or refusing to allow or provide treatment for services for serious educational 
problems or needs of the child
From Hart et al. (1996)
230
Research Dossier: Major Research Project
Appendix 2 -  Opt-in letter
[Community Mental Health Team / General Practice headed note paper]
[date]
[potential participant’s address]
Dear [potential participant’s name]
I am writing on behalf of a Ms Rana Rashed, a trainee clinical psychologist, who is 
conducting a survey into depression amongst women in our service.
I have enclosed some information about the project and I would be grateful if you can read it 
and consider whether or not you wish to participate. Please let me know of your decision by 
returning the response slip below in the stamped addressed envelop provided. If you decide to 
take part, you will be contacted to arrange a convenient appointment for the interview. The 
appointment will last no longer than half an hour and will take place at [relative clinic].
Of course, you are under no obligation to participate in this study and it will not affect your 
contact with our service in any way should you wish to decline.
Thank you for giving this your consideration.
Yours sincerely,
[team/clinic] Secretary 
on behalf of [team/clinic]
enc.
 % ---------------------
Please write your name: and tick the appropriate box.
Yes, I would like to take part in the study. 
I can be contacted on (tel.): between (times):
or you can write to me at the above address.
No, I do not wish to take part in the study.
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Appendix 3 -  Participant Information Sheet
[University of Surrey headed note paper]
PARTICIPANT INFORMATION SHEET
You are being invited to participate in the study outlined below. Before you 
decide whether or not you would like to take part, please read the 
information provided carefully. It will help you understand why the 
research is being done and what participating will involve.
Study Title: Emotional Maltreatment and Depression
What is the purpose of the study?
This study aims to look at the relationship between experiencing emotional maltreatment in 
childhood and developing depression in adulthood. A new questionnaire developed especially 
to look into different forms of childhood maltreatment will be used. This questionnaire may in 
the future be used in clinical practice to help clinicians understand their clients ’ difficulties 
more fully.
What is childhood emotional maltreatment?
Childhood emotional maltreatment is one of the names given to the act of mistreating children 
which does not involve any physical or sexual abuse. Examples of emotional maltreatment are 
terrorising, putting down, shouting at for no reason, isolating, and ignoring.
Why have I been chosen?
As part of the design of this study, two groups of women (around 30 participants in each) will 
take part. The first group will consist of women who are experiencing depression and attend a 
community mental health team. These will be identified by their clinicians. The second group 
will be of women from the general population. This group will be approached through 
identified GP surgeries.
Do I have to take part?
It is up to you to decide whether or not to take part. If you do decide to take part you will be 
given this information sheet to keep and be asked to sign a consent form. If you decide to take 
part, you are still free to withdraw at any time and without giving a reason. Please note that 
taking part in the study will not affect the standard of care you receive.
What do I have to do if I take part?
If you agree to take part, I will need to meet with you twice, the two meetings being 3 months 
apart. However, you do not have to attend the second meeting if you did not wish to. I will 
contact you to arrange to meet with you at a place which will be convenient for you (for 
instance the clinic you attend or the GP surgery).
In the meeting, I will ask you general questions such as your age, your job, etc. I will also ask 
you to complete three questionnaires. I anticipate the whole meeting will last no longer than 
half an hour.
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What are the possible disadvantages and risks of taking part?
There are no known risks for taking part. Your participation in the study will be kept 
confidential (see later). The study will not affect the care you currently receive. The only 
disadvantage I can think of is having to spare half an hour to complete the interview (3 short 
questionnaires).
You may be wondering about the content of the questionnaires. One asks whether you have 
experienced any symptoms of depression (e.g. sadness, tearfulness) in the last week. Another 
asks similar questions about symptoms of anxiety (e.g. nervousness). The third questionnaire 
asks about your memories of childhood (e.g. how your parents used to treat you), looking at 
all forms of childhood maltreatment, including the emotional type. If any of the 
questionnaires should cause you any distress, or evoke painful memories, you can discuss this 
later with me. However, I would like to point out that these questionnaires have been used 
extensively before and have not been known to cause any distress to those who complete them.
What are the possible benefits of taking part?
There will be no direct benefit to those who take part in the study. However, the information 
obtained from this study may be used in the future to understand depression and emotional 
maltreatment better or to ensure better treatment plans for those who suffer from depression.
Will my taking part in this study be kept confidential?
Yes. The content of individual interviews will be kept confidential. No information will be 
shared with anyone unless requested by the participant. All participants will be allocated 
study numbers and the collected information will not be directly attached to their names. Only 
the researcher will need to have the names of participants in order to contact them. At the end 
of the study all name records will be destroyed as study numbers will be sufficient for 
analysis.
These confidentiality terms will not apply in only one exceptional situation. The researcher 
will be obligated to inform a participant’s GP if the participant disclosed in the interview a 
direct risk to their life or the life of others. This will be discussed with the concerned 
participant first.
What will happen to the results of the research study?
I am anticipating to complete this study by January 2002. lam hoping to publish the results of 
the study in one of the leading mental health journals. Feedback regarding the general 
findings of the study will be sent to all clinics which took part (Community Mental Health 
Teams and GPs). A letter summarising the results will also be sent to all participants (unless 
otherwise indicated).
Who has reviewed the study?
This study has been reviewed and approved by University of Surrey and by the Local 
Research Ethics Committee.
Researcher’s Contact Information
Name: Ms Rana Rashed
Position: Trainee Clinical Psychologist
Contact details: Psychology department, University of Surrey, Guilford GU2 5XH
Tel: 01483-259441; e-mail: psmlrr@surrey.ac.uk
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Appendix 4 -  Consent Form
Consent Form
Title of Project: Emotional Maltreatment and Depression
Name of Researcher: Rana Rashed
Participant’s ID No.: _______
Please tick both boxes
1. I confirm that I have read and understand the information sheet for the  ----- -
above study and have had the opportunity to ask questions. |___|
2. I understand that my participation in this study is voluntary and that I am
free to withdraw at any time, without giving any reason, and without my -----
health care or legal rights being affected. |___|
And one of the below (as appropriate) 
I agree to take part in the above study (both parts) | |
or
I agree to take part in the above study (first part only)
Name of participant Date Signature
Name of person taking consent Date Signature
(if different from researcher)
□
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Appendix 5 -  NHS Trust Ethics Approval
18 September 2000
Ms R Rashed
Trainee Clinical Psychologist
Department o f  Psychology
University o f Surrey
School o f  Human Sciences
Guilford
Surrey
GU2 7XH
Dear Ms Rashed
Re: The Relationship between Childhood Emotional Maltreatment and Adult 
Depression - 00.60.11
Thank you for sending a revised information sheet which is now satisfactory and final ethical 
approval is therefore given for the above-named study to proceed.
Yours sincerely
Chair
Local Research Ethics Committee
Please Note: All research should be conducted in accordance with the guidelines o f  
the Ethical Committee; the reference number allocated to the project 
should be used in all correspondence with the Committee and the 
Committee should be informed:
(a) when the project is complete.
(b) what stage the project is at one year from today's date.
(c) if  any alterations are made to the treatment or protocol which 
might have affected ethical approval being granted.
(d) all investigators whose projects have been approved by this 
Committee are required to report at once any adverse experience affecting 
subjects in the study and at the same time state the current total number o f  
Serious Adverse Events that have occurred.
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Appendix 6 -  University of Surrey Ethics Approval
UniS
29 January 2001
Guildford
S urrey  GU 2 7XH, UK 
T elephone
+44 (0)1483 3 0 0 8 0 0  
Facsim ile
+44  (0)1483  873811
University Registry 
of Surrey
Ms Rana Rashed 
j Trainee Clinical Psychologist 
j Department of Psychology 
I University o f Surrey
Dear Ms Rashed
Childhood emotional maltreatment and adult depression 
j (ACE/2001/05/Psvcin -  FAST TRACK
• I am writing to inform you that the Advisory Committee on Ethics has considered the
above protocol under its ‘Fast Track’ procedure, and has approved it on the understanding 
j that the Ethics Guidelines are observed and the following condition is met:-
• That a copy of the form to be used to gather demographic information is submitted for 
the Committee’s records.
1 This letter of approval relates only to the study specified in your research protocol
(ACE/2001/05/Psych) -  Fast Track. The Committee should be notified of any changes to 
j the proposal, any adverse reactions and if the study is terminated earlier than expected
I (with reasons). I enclose a copy of the Ethics Guidelines for your information.
I should be grateful if you would confirm in writing your acceptance of the condition 
j above, enclosing a copy of the form.
Date of approval by the Advisory Committee on Ethics: 29 January 2001
Date o f expiry of the Advisory Committee on Ethics approval: 28 January 2006
Please inform me when the research has been completed.
Yours sincerely
Catherine Ashbee (Mrs)
Secretary, University Advisory Committee on Ethics
cc: Professor L J King, Chairman, ACE
Dr Linda Dowdney, Supervisor, Dept of Psychology
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Appendix 7 -  Data Collection Form
CEM Datasheet
ID No. __________________________
Title __________________________
DOB or Age __________________________
Referrer __________________________
Clinician ___________
Ethnicity □  White UK □ Other. Specify
Marital Status □  Single □ Married □  Co-habiting □ Separated
Children? □  Yes □ No If yes, no. & ages
Age leaving school
Qualifications
Employment Status □  Full-time □ Part-time □  Housewife □ Unemployed
Specify Job
Hx of depression
Medication? □  Yes Q No Specify
Family Hx of M.H. ________________________________________
Feedback on interview
Contact details for f-up
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Appendix 8 -  Beck Depression Inventory (BDI) items
Copyright: 1978 by Aaron T. Beck.
This questionnaire consists of 21 groups of statements. After reading each group of statements, 
carefully circle the number next to the one statement in each group which best describes the way you 
have been feeling the past week (0, 1, 2, or 3), including today. If several statements within a group 
seem to apply equally well, circle each one. Be sure to read all the statements in each group before 
making your choice.
1 0 I do not feel sad.
1 I feel sad.
2 I am sad all the time and I can’t snap out of it
3 I am so sad or unhappy that I can’t stand it.
2 0 I am not particularly discouraged about the future.
1 I feel discouraged about the future.
2 I feel I have nothing to look forward to.
3 I feel that the future is hopeless and that things can’t improve.
3 0 I do not feel like a failure.
1 I feel I have failed more than the average person.
2 As I look back on my life, all I can see is a lot of failures.
3 I feel I am a complete failure as a person.
4 0 I get as much satisfaction out of things as I used to.
1 I don’t enjoy things the way I used to.
2 I don’t get real satisfaction out of anything anymore.
3 I am dissatisfied or bored with everything.
5 0 I don’t feel particularly guilty.
1 I feel guilty a good part of the time.
2 I feel quite guilty most of the time.
3 I feel guilty all of the time.
6 0 I don’t feel I am being punished.
1 I feel I may be punished.
2 I expect to be punished.
3 I feel I am being punished.
7 0 I don’t feel disappointed in myself.
1 I am disappointed in myself.
2 I am disgusted with myself.
3 I hate myself
8 0 I don’t feel I am any worse than anybody else.
1 I am critical of myself for my weaknesses or mistakes.
2 I blame myself all the time for my faults.
3 I blame myself for everything bad that happens.
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I don’t have any thoughts of killing myself.
I have thoughts of killing myself, but I would not carry them out.
I would like to kill myself.
I would kill myself if I had the chance
I don’t cry anymore than usual.
I cry more now than I used to.
I cry all the time now.
I used to be able to cry, but now I can’t cry even though I want to.
I am no more irritated now than I ever am.
I get annoyed or irritated more easily than I used to.
I feel irritated all the time now.
I don’t get irritated at all by the things that used to irritate me.
I have not lost interest in other people.
I am less interested in other people than I used to be.
I have lost most of my interest in other people.
I have lost all of my interest in other people.
I make decisions about as well as I ever could.
I put off making decisions more than I used to.
I have greater difficulty in making decisions than before.
I can’t make decisions at all anymore.
I don’t feel I look any worse than I used to.
I am worried that I am looking old or unattractive.
I feel that there are permanent changes in my appearance that make me look unattractive. 
I believe that I look ugly.
I can work about as well as before.
I takes an extra effort to get started at doing something.
I have to push myself very hard to do anything.
I can’t do any work at all.
I can sleep as well as usual.
I don’t sleep as well as I used to.
I wake up 1-2 hours earlier than usual and find it hard to 
get back to sleep.
I wake up several hours earlier than I used to and cannot 
get back to sleep.
I don’t get more tired than usual.
I get tired more easily than I used to.
I get tired from doing almost anything.
I am too tired to do anything.
My appetite is no worse than usual.
My appetite is not as good as it used to be.
My appetite is much worse now.
I have no appetite at all anymore
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19 0 I haven’t lost much weight, if  any, lately.
1 I have lost more than 5 pounds (2.5 kilos).
2 I have lost more than 10 pounds (5 kilos).
3 I have lost more than 15 pounds (7.5 kilos).
I am purposely trying to lose weight by eating less. 
Yes __________  No_____________
20 0 I am not worried about my health more than usual.
1 I am worried about physical problems such as 
aches and pains; or upset stomach, or constipation.
2 I am very worried about physical problems and it’s 
hard to think of much else.
3 I am so worried about my physical problems that I 
cannot think about anything else.
21 0 I have not noticed any recent change in my interest
in sex.
1 I am less interested in sex than I used to be.
2 I am much less interested in sex now.
3 I have lost interest in sex completely.
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Appendix 9 -  Beck Depression Inventory (BAI) items
Copyright: 1990, 1987 by Aaron T. Beck.
Below is a list of common symptoms of anxiety. Please carefiilly read each item in the list Indicate 
how much you have been bothered by the symptom during the PAST WEEK, INCLUDING TODAY, 
by placing an X in the corresponding space in the column next to each symptom.
Not At All Mildly Moderately Severely
It did not It was very I could barely 
bother me unpleasant, but stand it
much I could stand it
1. Numbness or tingling □ □ □ □
2. Feeling hot □ □ □ □
3. Wobbliness in legs □ □ □ □
4. Unable to relax □ □ □ □
5. Fear of the worst happening □ □ □ □
6. Dizzy or light-headed □ □ □ □
7. Heart pounding or racing □ □ □ □
8. Unsteady □ □ □ □
9. Terrified □ □ □ □
10. Nervous □ □ □ □
11. Feelings of choking □ □ □ □
12. Hands trembling □ □ □ □
13. Shaky □ □ □ □
14. Fear of losing control □ □ □ □
15. Difficulty breathing □ □ □ □
16. Fear of dying □ □ □ □
17. Scared □ □ □ □
18. Indigestion or discomfort in abdomen □ □ □ □
19. Faint □ □ □ □
20. Face flushed □ □ □ □
21. Sweating (not due to heat) □ □ □ □
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Appendix 10 -  Child Abuse and Trauma Scale (CATS) items
Home Environment Questionnaire
Instructions
This questionnaire seeks to determine the general atmosphere of your home when you were a child or teenager and 
how you felt you were treated by your parents or principal caretaker. (If you were not raised by one or both of your 
biological parents, please respond to the questions below in terms of the person or persons who had the primary 
responsibility for your upbringing as a child.) Where a question inquires about the behaviour of both of your 
parents and your parents differed in their behaviour, please respond in terms of the parent whose behaviour was the 
more severe or worse. Please answer all the questions.
In responding to these questions, simply circle the appropriate number according to the following definitions:
0 = never 1=  rarely 2=  sometimes 3 = very often 4 = always
Sexual Abuse items
9. Before you were 14, did you engage in any sexual activity with an adult?
13. Were there traumatic or upsetting sexual experiences when you were a child or teenager that you couldn’t 
speak to adults about?
15. Did you ever witness the sexual mistreatment of another family member?
26. Did you have traumatic sexual experiences as a child or teenager?
29. When / if  either of your parents was intoxicated, were you ever afraid of being sexually mistreated? -
35. Did your relationship with your parents ever involve a sexual experience?
Punishment items
4. Were you expected to follow a strict code of behaviour in your home?
5. When you were punished as a child or teenager, did you understand the reason you were punished? (R)
6. When you didn’t follow the rules of the house, how often were you severely punished?
18. When you were punished as a child or teenager, did you feel the punishment was deserved? (R)
24. When you were punished as a child or teenager, did you feel “the punishment fit the crime”? (R)
34. Did your parents ever hit or beat you when you did not expect it?
Negative Home Environment / Neglect items
2. Did you ever seek outside help or guidance because of problems in your home?
3. Did your parents verbally abuse each other?
7. As a child did you feel unwanted or emotionally neglected?
10. Were your parents unhappy with each other?
11. Were your parents unwilling to attend any of your school-related activities?
14. Did you ever think you wanted to leave your family and live with another family?
16. Did you ever think seriously about running away from home?
19. As a child or teenager, did you feel disliked by either of your parents?
27. Were you lonely as a child?
30. Did you ever wish for a friend to share your life?
31. How often were you left at home alone as a child?
33. To what extent did either of your parents drink heavily or abuse drugs?
36. As a child, did you have to take care of yourself before you were old enough?
38. Was your childhood stressful?
Remaining CATS items
12. As a child were you punished in unusual ways (e.g. being locked in a closet for a long time or being tied up)?
17. Did you witness the physical mistreatment of another family member?
21. As a child, did you feel that your home was charged with the possibility of unpredictable physical violence?
22. Did you feel comfortable bringing friends home to visit? (R)
23. Did you feel safe living at home? (R)
37. Were you physically mistreated as a child or teenager?
Note: (R) indicates reversed scoring
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Appendix 11 -  Emotional Abuse Subscale items
Please refer to Appendix J for corresponding item numbers
1. Did your parents ridicule you?
8. Did your parents insult you or call you names?
19. As a child or teenager, did you feel disliked by either of your parents?
20. How often did your parents get really angry with you?
25. Did your parents ever verbally lash out at you when you did not expect it? 
28. Did your parents yell at you?
32. Did your parents blame you for things you did not do?
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Appendix 12 -  Data Distribution
Clinical Group
Skewness Statistic Standard Error of Skewness z1
CATS Total Score 0.05 0.44 0.10
Emotional Abuse 0.30 0.44 0.69
Sexual Abuse 2.71 0.44 6.16
Punishment 0.24 0.44 0.54
Negative Home Environment / Neglect 0.30 0.44 0.68
Comparison Group
Skewness Statistic Standard Error of Skewness z
CATS Total Score 2.12 0.44 4.81
Emotional Abuse 2.57 0.44 5.84
Sexual Abuse 2.09 0.44 4.74
Punishment 1.87 0.44 4.24
Negative Home Environment / Neglect 1.71 0.44 3.88
The Sample (both groups)
Skewness Statistic Standard Error of Skewness z
CATS Total Score 0.76 0.32 2.37
Emotional Abuse 0.99 0.32 3.11
Sexual Abuse 3.14 0.32 9.86
Punishment 0.84 0.32 2.64
Negative Home Environment / Neglect 0.79 0.32 2.49
Clinical Group at Follow-up
Skewness Statistic Standard Error of Skewness z
CATS Total Score -0.22 0.54 -0.42
Emotional Abuse -0.26 0.54 -0.48
Sexual Abuse 2.33 0.54 4.35
Punishment -0.23 0.54 -0.43
Negative Home Environment / Neglect -0.14 0.54 -0.26
Comparison Group at Follow-up
Skewness Statistic Standard Error of Skewness z
CATS Total Score 2.24 0.51 4.38
Emotional Abuse 2.26 0.51 4.41
Sexual Abuse 2.85 0.51 5.57
Punishment 1.71 0.51 3.35
Negative Home Environment / Neglect 2.20 0.51 4.30
The Sample (both groups) at Follow-up
Skewness Statistic Standard Error of Skewness z
CATS Total Score 0.62 0.38 1.62
Emotional Abuse 0.68 0.38 1.78
Sexual Abuse 3.01 0.38 7.86
Punishment 0.60 0.38 1.57
Negative Home Environment / Neglect 0.60 0.38 1.56
1 In a normal distribution z should lie within -3.29 and +3.29. Figures representing skewed distributions 
are shaded.
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Appendix 13 -  Follow-up (F) vs. no follow-up (NF) data 
Demographic Data -  Frequencies and percentages; n (%)__________
Clinical Group Comparison
Group
Total Sample
F NF F NF F NF
N 18 10 20 8 38 18
M arital Status Single 2(11) 2(20) 6(30) 0(-) 8(21) 2(11)
Married /  Cohabiting 15(83) 5(50) 12 (60) 7(87) 27(71) 12(67)
Divorced /  Separated 1(6) 3(30) 2(10) 1(13) 3 # ) 4(22)
Children Yes 12(67) 7(70) 13 (65) 7(87) 25 (66) 14 (78)
No 6(33) 3(30) 7(35) 1(13) 13 (34) 4(22)
Educational University degree 4(22) 2(20) 7(35) 0(-) 11(29) 2(11)
Level A-level /  Diploma 4(22) 2(20) 2(10) 1(12) 6(16) 3(17)
GCSE/O -level 6(34) 5(50) 6(30) 5(62) 12 (32) 10 (55)
No formal qualifications 4(22) 1(10) 5(25) 2(25) 9(23) 3(17)
Employment Employed 8(45) 6(60) 15(75) 8 (100) 23(60) 14 (78)
Status Housewife 6(33) 1(10) 5(25) 0(-) 11(29) 1(5)
Unemployed 4(22) 3(30) 0(-) 0(-) 4(11) 3(17)
Social Status I -  Professional 1(6) 1(10) 5(25) 0(-) 6(16) K5)
II -  Intermediate 9(50) 2(20) 4(20) 1(12) 13 (34) 3(17)
IIIN -  Skilled non-manual 6(33) 4(40) 6(30) 6(76) 12(31) 10(56)
IV -  Semi-skilled manual 2(11) 2(20) 4(20) O(-) 6(16) 2(11)
V  -  Unskilled manual O(-) 1(10) 1(5) 1(12) 1(3) 2(11)
Subscale Data -  Central tendency and variance
Clinical
Group
Comparison
Group
Total Sample
F NF F NF F NF
N 18 10 20 8 38 18
CSA Mean 0.27 0.55 0.12 0.27 0.19 0.43
Standard Deviation 0.08 0.00 0.00 0.00 0.00 0.00
Median 0.35 1.07 0.24 0.50 0.30 0.85
Semi-interquartile Range 0.27 0.44 0.06 0.38 0.17 0.31
CP Mean 2.18 1.28 1.32 1.04 1.72 1.18
Standard Deviation 2.17 0.83 1.17 1.00 1.67 0.92
Median 0.80 0.75 0.78 0.68 0.89 0.71
Semi-interquartile Range 0.56 0.71 0.42 0.65 0.63 0.62
CN/HE Mean 2.00 0.99 0.73 0.90 1.33 0.95
Standard Deviation 1.96 0.93 0.50 0.71 1.11 0.79
Median 0.83 0.69 0.65 0.85 0.98 0.75
Semi-interquartile Range 0.69 0.58 0.37 0.37 0.86 0.51
CEA Mean 2.29 1.07 0.89 0.84 1.55 0.97
Standard Deviation 243 0.79 0.71 0.64 1.14 0.71
Median 1.03 0.60 0.81 0.88 1.15 0.73
Semi-interquartile Range 0.84 0.61 0.25 0.55 0.86 0.59
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Appendix 14 -  Initial vs. follow-up data
Child Sexual Abuse (CSA) subscale
Clinical Group Comparison Group Total Sample
CSA CSA2 a CSA CSA2 CSA CSA2
Mean
Standard Deviation 
Median
Semi-interquartile Range
0.27 0.33 
0.35 0.51 
0.08 0.17 
0.27 0.27
0.12 0.09 
0.24 0.20 
0.00 0.00 
0.06 0.06
0.19 0.21 
0.30 0.39 
0.00 0.00 
0.17 0.17
Mean difference 
Standard Deviation
-0.06
0.27
0.03
0.15
-0.02
0.21
Wilcoxon Signed Ranks Test (z) 
Sig. (2-tailed) - p
-.719"
.472
-.736 b 
.462
-.119"
.905
a Suffix ‘2’ indicates ‘follow-up’ -  b Based on positive ranks - c Based on negative ranks
Child Punishment (CP) subscale
Clinical Group Comparison Group Total Sample
CP CP2a CP CP2 CP CP2
Mean
Standard Deviation 
Median
Sam-interquartile Range
2.18 1.95 
0.80 0.87 
2.17 2.09 
0.56 0.69
1.32 1.25 
0.78 0.66 
1.17 1.09 
0.42 0.25
1.72 1.58 
0.89 0.83 
1.67 1.42 
0.63 0.59
Mean difference 
Standard Deviation
0.22
0.39
0.07
0.4#
0.14
0.44
Wilcoxon Signed Ranks Test (z) 
Sig. (2-tailed) -p
-2.048 b 
.041*
-.566 b 
.J72
-1.866b
.062
a Suffix ‘2’ indicates ‘follow-up’ -  b Based on positive ranks -  * significant at the .05 level (2-tailed)
Child Neglect / Negative Home Environment (CN/HE) subscale
Clinical Group Comparison Group Total Sample
CN/HE CN/HE2 CN/HE CN/HE2a CN/HE CN/HE2
Mean
Standard Deviation 
Median
Semi-interquartile Range
2.01 1.89 
0.83 0.85 
1.96 1.97 
0.69 0.64
0.73 0.71 
0.65 0.78 
0.50 0.47 
0.37 0.27
1.33 1.27 
0.98 1.00 
1.11 1.00 
0.86 0.90
Mean difference 
Standard Deviation
0.12
0.33
0.02
0.24
0.06
0.29
Wilcoxon Signed Ranks Test (z) 
Sig. (2-tmled) - p
-1.444b
.149
-.610b
.J42
-l.4O9b
.159
a Suffix ‘2’ indicates ‘follow-up’ -  b Based on positive ranks
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